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INTRODUCTION 
 The Tamils are uncomparably intellectuals in all spheres of life like 
literature, architecture, agriculture, music, astronomy, etc., but the pinnacle 
of their knowledge is expressed in their medicine, which is called as Siddha 
Medicine.  
 The Tamil medicine scientists are called Siddhars.  As their prime 
intention is to achieve wisdom, they found diseases as hurdles to attain that 
wisdom or salvation, their secondary object turned out to be alleviating the 
diseases which results in the research of Siddha Medicine.  But many of the 
medicine which can be used to treat the diseases which are difficult to treat, 
are not yet exposed through trail. 
 Siddhars classified the diseases into 4448 types. 
 Among the various types of skin diseases, I have selected “venpuli 
noi” for my dissertation Topic. 
 Venpulli noi or venpadai which has the comparable entity with 
vitiligo is a condition in which skin and mind are affected. 
 It is an acquired depigmented condition of the skin characterized by 
the appearance of ivory white patches of the skin. 
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 Vitiligo has a tendency to torment mind.  About 60% of the patients 
suffering vitiligo have serious mental stress.  It is known to cause social 
withdrawal in almost 80% of cases. 
 But it has no proper solution or cure.  Hence I have chosen the clinical 
trail on venpulli noi by the administration of “Thiribala nei” (internal) & 
“Thagarai lebam” (external). 
 It is my attempt to find a better medication to the vitiligo patient 
makes them to achieve the normal life. 
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 AIM AND OBJECTIVES 
1) To study the efficacy of the internal medicine THIRIBALA NEI and 
the external medicine THAGARAI LEBAM.  
2) To utilize the diagnostic methods mentioned in the Siddha texts. 
3) To study the pathology in all aspects mentioned in the Siddha texts. 
4) To correlate the Venpulli Noi with the disease classified under 
modern medicine. 
5) To make a study on the incidence of the disease with age, sex, socio-
economic status, occupation, diet and family history. 
6) To have a clinical trial on venpulli noi with the internal medicine 
THIRIBALA NEI and the external medicine THAGARAI LEBAM. 
7) To evaluate the pharmacological and bio-chemical effects of the trial 
medicine 
 
 
 
 
 
 
 
9 
 
                          SIDDHA ASPECT 
                                     ntz;Gs;sp Neha; 
  NtW ngaH;: 
 RNtj Fl;lk; (A+fp itj;jpa rpe;jhkzp) 
 ntz;Fl;lk; (nrfuhrNrfu itj;jpak;) 
 ntz;gil (rpwg;G kUj;Jtk;) 
,ay;: 
 clypy; kq;fpa ntz;ikahd epwKs;s gy msthd 
Gs;spfSk;> gilfSk; tpfhukhff; fhZtNjhL rpyNtis 
mt;tplj;jpy; kapUk; ntSj;Jf; fhz;gjhd xU Neha;. 
                   (rpj;j kUj;Jtk; rpwg;G). g.vz; 234.  
 clk;gpy; tl;l tl;lkha;g; gytplq;fspy; nts;is tpOe;J 
tpfhukhf;fp mitfspd; Rw;Nwhuk; jbj;J tphptha;g; glHe;J 
mRWz;lhfp cjpUk; XH Fl;lk;. 
                 - T.V. rhk;grptk;gps;is mfuhjp. g.vz; 1198. 
Neha; tUk; top: 
 Fl;lNeha; tuf; fhuzkhditfNs ntz;Gs;sp 
NehiaAk; cz;lhf;Fk;.  NkYk;> 
 Njhypy; Jzp Kjypatw;why; tplhky; Vw;gLk; cuha;jy;  
 nefpo;g; nghUl;fs; (ug;gH) mbf;fb Njhypy; cuha;jy; 
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 J}k;gw;w Rug;gp ePHfspd; tpfw;gk; 
 rj;jw;w czT Kjypatw;whYk; 
 fhkpaj;jhYk;> nfhWf;F Neha; vdg;gLk; NkfNeha;f;Fj; 
Jiz NehahfTk;  
 njhONehapYk; ntz;Gs;sp Neha; cz;lhFk;.  
Fl;lNeha; tug; nghJf; fhuzq;fs:; 
               A+fp itj;jpa rpe;jhkzp  800 - y;  
  “Mr; nrd;W gjpndl;L F\;le; jhDk; 
 mtutHfs; nra;fpd;w tjHkj; jhyhk; 
 Njr;nrd;w rpthyaj;jp Yr;rp\; lq;fs; 
 nra;jth;fs; rptepe;ij gz;zp Ndhh;fs; 
 %r;nrd;w nghpNahiuj; J}\pj; Njhh;fs; 
 %];fukh ailf;fyj;ij naLf;fpd;Nwhh;fs; 
$r;nrd;w jpdasTq; Fiwe;j $yp 
nfhLf;fpd;Nwhh; F\;lj;jpw; $L thNu” 
                                   (496)     
“tpsk;gNt kpFe;jc\; ze;jd; dhYk; 
kpFe;jrP jsj;jhY kow;rp ahYk; 
tsk;gNt ke;jj;jhy; the;jp ahYk; 
kfj;jhd ngz;NzhL kUt yhYk; 
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fpsk;gNt fpNyrq;fs; kpFj yhYk; 
nfbahd tH;f;fq;fs iljyhYk; 
jsk;gNt kapUfpHfs; jtpL kz;fs; 
rhjj;jpw; gUf yhy;kpFq; F\;lk;” 
     (515) 
 
“F\;le;jhd; gjpndl;L tuNt njd;dpw;  
FUepe;ij rptepe;ij kiwNahh; epe;ij 
jp\;le;jhd; Njtijiaj; J}\izf;F Nuhjk; 
nrg;gyhw; jpUlyhw; gujh uj;ij 
m\;le;jhdh irahy ilf;f yj;ij 
mgfhpf;f yfjpgu Njrp jd;id 
t\;le;jhd; itjyhw; fw;gopj;jhy; 
te;jpLNk gjpndl;L F\;le; jhNd” 
     (516) 
 mjHkk; nra;gth;fs; 
 nghpNahh;fis mtkjpg;gth;fs; 
 $yp kpff; Fiwj;J nfhLg;gtHfSf;Fk; 
 mjpf c\;zk;> mjp rPjsk;> mow;rp> ke;jk;> the;jp 
Kjypatw;why; gPbf;fg;gl;NlhUf;Fk;  
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 cztpy; kz;> kapH> jtpL Kjypaid fye;Jz;gjhYk; 
 gy ngz;fNshL $LjyhYk; Fl;lNeha; cz;lhFk;; vd 
Fwpg;gplg;gplg;gl;Ls;sJ. 
 
rpj;j kUj;Jtk; - nghJ E}ypy; 
 nte;jJk; NtfhjJkhd czT cl;nfhs;sy; 
 mOfpa kPd;> ej;ij> ez;L> rpg;gp ,tw;iw kpFjpAk; 
cl;nfhs;sy; 
 tapW epiwa cz;l clNd Nahf epiyapy; epw;wy; 
 jd;tpid> gotpid 
 NehAw;Nwhhpd; gLf;ifapy; gLj;jy;> mth;fpsplk; neUf;fkhf 
goFjy; 
 ngw;Nwhh;fs; topahYk; Fl;lNeha; cz;lhFk; vd 
Fwpg;gplg;gplg;gl;Ls;sJ. 
 
jpU%yH fUf;fpil itj;jpak; - 600 E}ypy; 
        “tpahjpAz; %thW tpsq;fpa Fl;lq;Nfs; 
         Rahjp fpue;jp Rod; Nkfj;jh yhWk; 
         gahjp kz;Zs gytz;bdh nyl;Lk; 
         epahjp GOehyha; epd;wjpf; Fl;lNk” 
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vd;gjhy;  
gjpndl;L Fl;lq;fspy;  
 6 tif Fl;lk; fpue;jp vDk; NkfNehahYk; 
 8 tif Fl;lk; tz;bdhYk; 
 4 tif Fl;lk; GOf;fbahYk; Vw;gLtij mwpayhk;. 
 
jd;te;jphp itj;jpak; - ,uz;lhk; ghfj;jpy; 
“mwptpd;wp tpghPjQ; Nruhfhuk; Grpf;fyhYk; 
Jiwad;wp njhlhj njhd;iw njhl;lit Grpf;fyhYk; 
Fiwnfhz;l eprpj;jkhd Fykq;if aLf;fyhYk; 
epiwnfhz;l thpNahh; jk;ik epe;jpj;J NgryhYk; 
epe;jpj;Jg; Gwj;jpahh; Nrhkepiy nflg; gphpf;fyhYk; 
te;jpj;Jg; G+Uthnrd;khe;jpu ghtj;jhYQ; 
re;jpf;ff; fw;GkhjH jq;fisf; fUjyhYk; 
njhe;jpj;j Fl;lNuhfe; njhLf;Fnkd;Wiuj;jhh; Kd;Ndhh; 
vd;gjhy;> 
 xd;Wf;nfhd;W vjph;FzKs;s czTg;nghUl;fis xd;W 
Nrh;j;J cz;gjhYk;> 
 tpyf;f Ntz;ba ngz;fisr; Nrh;tjdhYk; 
 fd;k tpidfshYk; 
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 ez;gh;fisg; gphpg;gjhYk; Fl;lNeha; tUk; vd mwpayhk;. 
 
gjpndz; rpj;jH ehb E}ypy;> 
“mwpthd gpj;jj;jhnyLj;j NjfkW 
kypTepwk; nts;is ahpitNahL 
gphpahj Rfepiy mw;gTz;b ngUk;  
Gspg;GzT nfhs;sy; nghpNahh; jk;ik 
Fwpahj yhrwk; gz;zy; Gj;jp 
Fk;gpg;gpd; Njwy; fiyQhdNghjk; 
newpahj fw;wwpT nrhy;yy; tPuk;  
epiyg;G kjpapy; fjkjp awypyhNk” 
vd;gjhy;> 
 Gspg;G kpFjpAs;s czit Grpg;gjhYk;  
 mw;g cz;bahYk; 
Fl;lk; gpwf;Fk; vd;gij mwpayhk;. 
 
Mj;kul;rhkpHjnkd;Dk; itj;jpa rhurq;fpufk; vDk; E}ypy; 
 tpahjpahYk; 
 fh;kk; fhuzkhf uzk; mjpfhpg;gjhYk; 
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 G+HtPf [dd jg gyj;jhYk; Fl;lk; Vw;gLtjhf 
$wg;gl;Ls;sJ. 
 
mfj;jpah; fd;k fhz;lk; vDk; E}ypy;> 
“Nrh;e;jFl;l NkhLFiw Neha;fs; te;j  
NrjpNfs; kyuhjtUk;G nfha;jy; 
jhhpe;j rPtnre;J tijfs; nra;jy; 
jha;je;ij kdJ nehe;jJ Nuhfe;jhNd 
jhndd;w nja;tTUj; jd;idaopj;jy; 
rhh;thd nghpNahh;fs; jk;ikg;gopj;jy; 
fhndd;w ee;jtdk; g+r;nrbfs; ntl;ly; 
fUkklh rhPuj;jpw; fhRNghNy 
A+ndd;w Tlk;ngy;yhk; nkhl;Lg; nghl;lh 
Ald; ntSj;Jf; FiwNehah AjpuQ;rpe;Jk; 
thndd;w fUkq;fs; jPHg;gjw;F  
tifnahd;W nrhy;Ntd;Nfs; ee;jtdk; itNa” 
vd;gjhy;> 
 mUk;Gfis nfha;jyhYk; 
 capHfis tij nra;tjhYk; 
 ngw;Nwhhpd; kdk; NehFk;gb elj;jyhYk; 
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 G+r;nrbfis ntl;lyhYk; 
 %j;Njhiu gopj;jyhYk; 
cly; KOJk; jpl;L jpl;lha; ntSj;J FiwNeha; Vw;gLk; vd 
mwpayhk;. 
 
A+fp itj;jpa rpe;jhkzp vDk; E}ypd;gb> 
1. Gz;lhPfk; 
2. tpw;Nghlfk;         
3. ghkk; 
4.frrHkk;; 
5. fHzk; 
6. rpFuk;   
7. fpUl;bzk;   
8. mTJk;guk;  
9. kz;lyk;   
10. mghprk; 
11. tprHr;rpfk; 
12. tpghjpfk; 
13. fpbgk; 
14. rh;kjyk; 
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15. jj;JU 
16. rpj;Jkh 
17. rjhF 
18. RNtjk; (ntz;Fl;lk;) vDk; 
18 tif Fl;lq;fspy; xd;whfTk;>  
 
jd;te;jphp itj;jpak; - ,uz;lhk; ghfk; vDk; E}ypd;gb> 
1. fghy Fl;lk; 
2. cJk;gu Fl;lk;; 
3. tprHr;rpfh Fl;lk;; 
4. mFit Fl;lk;  
5. rHkPf Fl;lk; 
6. fpbg Fl;lk;  
7. kz;lyhf;fpu Fl;lk; 
8. jj;U Fl;lk; 
9. Gz;lhPf Fl;lk;   
10. ghkh Fl;lk; 
11. fhfee;jp Fl;lk; 
12. rpj;kh Fl;lk; 
13. tpghjpfh Fl;lk; 
14. rjhhpf Fl;lk; 
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15. tpw;Nghlf Fl;lk; 
16. rHkjy Fl;lk; 
17. myrFl;lk; 
18. ntz;Fl;lk; 
vd;w 18 tif Fl;lq;fspy; xd;whfTk; 
 
T.V. rhk;grptk; gps;is mfuhjpapy; 
1. ntz;Fl;lk; 
2.  ePHFl;lk; 
3. nrhwp Fl;lk;; 
4. fUq; Fl;lk; 
5. ngUq;Fl;lk; 
6. nrq;Fl;lk; 
7. nghhpFl;lk; 
8. tphpFl;lk;; 
9. vhp Fl;lk;    
10. tpuy;Fiw Fl;lk; 
11. ril Fl;lk; 
12. ahid Fl;lk; 
13. jpkpH Fl;lk; 
14. Tpuz Fl;lk; 
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15. fha;Fl;lk; 
16. mopFl;lk; 
17. fpUkp Fl;lk; 
18. Mwh Fl;lk 
vDk; 18 tiffspy; xd;whfTk;  
 
rpj;jH mWit kUj;Jtk; vDk; E}ypy;  
Fl;lj;ij Fw;wj;jpdsthf  
1. tsp    4. tspaoy; 
2. moy;   5. tsp Iak; 
3. Iak;   6. moy; [ak; 
7. Kf;Fw;wk; 
vd 7 tifahf gphpj;J  
mjpy; Kf;Fw;wf; Fl;lj;jpd; fPo; fhff; Fl;lk; vd;w ngahpy; 
$wg;gl;Ls;sJ. 
 
Mj;kuhl;rhkpHjk; vDk; itj;jpa rhu rq;fpufk; vDk; E}ypy; 
1. ntz;Fl;lk; (kzpf;fl;L> tpuy;> cr;rp> fuL> ghjk; Mfpa 
,lq;fspy; ntz;ikahfj; Njhd;wp glUk; Neha;) 
2. fUq;Fl;lk;  
3. nrq;Fl;lk; 
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4. ngUtpahjp 
vdg;gLk; 4 Fl;l tiffspy; xd;whfTk; 
 
nrfuhr Nrfu itj;jpak; vDk; E}ypy; 
1. ntz;Fl;lk; 
2.fUq;  Fl;lk;   
3. nrq;Fl;lk; 
4. Gz;Fl;lk; 
5. nrhhp Fl;lk;; 
6. Gs;sp Fl;lk; 
7. glH Fl;lk; 
8. gQ;rth;z Fl;lk; 
9. ntb Fl;lk;   
10. Jizf; Fl;lk 
11. twl;rp Fl;lk;  
12. rw;g Fl;lk; 
13. mliyf; Fl;lk; 
14. rpq;fth;zf; Fl;lk; 
15. Kisf; Fl;lk; 
16. fug;ghd; Fl;lk; 
17. Njkw; Fl;lk; 
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18. %y Fl;lk; 
vDk; 18 Fl;l tiffspy; xd;whfTk; fhzg;gLfpwJ. 
 
Neha; vz; :- 
 rpj;j kUj;Jtk; rpwg;G vDk; E}ypd;gb> 
 ntz;gil Fw;w msthf 
 thj ntz;gil 
 gpj;j ntz;gil 
 fg ntz;gil vd %d;Wk; 
 Nkf ntz;gil vd;w xU tifia $l;bAk; 
$wg;gLfpwJ. 
 
rpj;jH mWit kUj;Jtk; vDk; E}ypd;gb> 
 thjk; 
 gpj;jk; 
 fgk; 
 Kf;Fw;wk; vd 4 tif ntz;Gs;sp cs;sjhf 
$wg;gl;Ls;sJ. 
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mDgt itj;jpa Njt ufrpak;  vDk; E}ypd;gb  
 thj ntz;gil 
 gpj;j ntz;gil 
 fg ntz;gil 
vd 3 tif ntz;Gs;sp Nehia mwpa KbfpwJ. 
 
FwpFzq;fs; :  
 A+fp itj;jpa rpe;jhkzp  800 - y;  
“jbg;ghfj; jtsepwk; Nghy; ntSj;Jr;  
rh;thq;fKk; ntSj;jhw;whd; jpUk;Gk;” 
vd $wpAs;sjhy;> 
 Kjypy; rpW jbg;Gfshf ntz;zpwk; Njhd;wp gpd; cly; 
KOtJk; guTk; 
vd;gij mwpayhk;. 
 
rpj;j kUj;Jtk; - rpwg;G vDk; E}ypy;> 
 Njhy; jbj;jy; my;yJ jbg;GwhjpUj;jy; 
 cly; KOikAkhtJ Kfk;> if> fhy;> cjL> cs;sq;if  
vUtha;> Fwp> Kjypa rpy ,lq;fspyhtJ> kq;fpa ntSg;G 
epwkhd gy msTs;s Gs;spfs; Vw;gLjy; 
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 mt;tplq;fspYs;s kapH ntSj;jy;> vhpr;ry; rpy 
Neuq;fspy; fhZjy;> kapH rpyNtis cjpuy;  
Kjypa  FwpFzq;fs; ,Ug;gjhf $wg;gl;Ls;sJ. 
NkYk;>  
thj ntz;gil :- 
  nrhunrhuj;J rpte;J fUik rhaYld; ntSj;jpUf;Fk;. 
gpj;j ntz;gil :- 
  nre;jhkiu g+tpjo; Nghy; rpte;j ntSg;gha; guTjYk;> 
mt;tplq;fspy; vhpr;ry;> kapH cjpHjy; ,Uf;Fk;. 
fg ntz;gil :- 
  Jk;ig kyH Nghy ntz;ikaha; ntSj;Jf; nfhQ;rk; 
jbj;J gutp eikr;riy cz;lhf;Fk;. 
Nkf ntz;gil :- 
  nfhWf;F Neha; clypy; fye;j 4-6 khjq;fSf;Fg; gpwF 
Njhd;Wk;.  ,J tsHe;j epiyapy; nfhWf;F Neha; kPSk;NghJ 
cz;lhfpwJ.  fOj;jpd; gpd;> Gwg;gFjpfspy; ,e;j tif ntz;gil 
fhzg;gLfpwJ.  rpy rkak; Njhs;nghUj;J> cuk;> KJF Nky;ghfk; 
Mfpa ,lq;fspy; NjhiyAk; ghjpf;fpwJ. 
  ,g;gFjpfs; epwkpfs; ,d;wp ntSj;j rpWrpW gilfisf; 
fhl;Lk;.  gilapd; Rw;W tuk;G kQ;rs; fye;j ku epwkhfthtJ> 
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,skuepwkhfthtJ cs;s epwkp mjpfhpj;j tisaq;fSld; 
fhzg;gLk;.  ,e;j gilfs; tl;lkhfTk; 2-3 kpkP tpl;lKk; mjw;F 
Nkw;gl;l msTfspYk; cz;lhFk;. ,g;gilfs; epwkpaw;w gFjpfspYk; 
epwk; kpf;f gFjpfSk; khwpkhwp ,Ug;gjhy; NjhyhdJ fz;Zs;s 
ry;yil NghypUf;Fk;.  
  ,e;Neha; ngz;fspy; mjpfkhff; fhzg;gLfpwJ.  
,e;Neha; gy khjq;fshtJ> gy Mz;LfshtJ clypy; mg;gbNa 
,Uf;Fk;. nfhWf;F Neha;f;fhd kUj;Jtk; nra;a nkJthff; 
FiwAk;. 
 
jd;te;jphp itj;jpak; ,uz;lhk; ghfj;jpy; 
  “kPf; nfhsj; NjhYNkY Nkhh;Kfk; ntSf;Fkhfp  
                 Nehf;fpaH  khpf;FQ; nrhd;d Nehf;fp ntz;Fl;lk; 
 vd $wpAs;sjhy; 
  Njhy;> Kfk; Kjypad ntSj;Jf; fhZk; vd;gij 
mwpayhk;. 
nrfuhr Nrfu itj;jpak; E}ypy; 
  “fhypdpw; ifapy; nka;apy; fdf;fNt ntz;ikahfp 
                 %ykhHjyj;J nkq;Fk; KjpHe;jpbw; nrhwpT Kz;lhFk; 
                 thypjha; nts;isahFk; tutug; glHe;Jz;lhFk; 
                 Nfhypkhh; ntz;Fl;lj;jpd; Fznkdr; nrhy;ypdhNu” 
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 if> fhy;> cly; Kjypa ,lq;fs; ntz;ikahfp mt;tplq;fspy; 
nrhwp cz;lhfp> ntz;zpwk; tphpAk; vd $wg;gl;Ls;sJ. 
   
Mj;kul;rhkpHjnkd;Dk; itj;jpa rhu rq;fpufk; - E}ypy; 
 cr;rp> ghjk;> fuL> tpuy;> kzpf;fl;L ,itfspy; 
ntz;ikaha;j; Njhd;wpg; glHe;J ntz;ikahd mrWz;lhfp cjpUk;  
vd $wg;gl;Ls;sJ.  
 
jPUk; jPuhjit :- 
A+fp itj;jpa rpe;jhkzp -800-vDk; E}ypy;>  
“kbg;ghf kapH ntSj;jh yrhj;a khFk; 
thpTjLTs; sq;iff;Fj q;Fa;ae;jhd; 
nebg;ghf neUg;Gg;gl;lJ Nghw;Gz;zha;  
epwkpUe;jh yrhj;jpankd;Nw Aiuf;fyhFk;    
ntbg;ghf Nkdpnay;yhk; ntSj;J tPq;fpy;  
ntz;RNtj Fl;lnkd;Nw tpsk;g yhNk” 
vd $wpapUg;gjhy;> 
 kapH ntSj;jhy; mrhj;jpak; 
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 cjL> cs;sq;if> Fa;ak;> Fjk; Kjypa ,lq;fspy; 
ntz;zpw gilfs; Njhd;wpdhYk;>neUg;Ggl;l Gz;Nghy; 
epwk; ,Ue;jhYk; mrhj;jpak; vd mwpayhk;. 
mDgt itj;jpa Njt ufrpak; vDk; E}ypy;> 
 ifahy; jlTk;NghJ NkL gs;sk; ,y;yhkYk; 
 Nuhkk; ntSf;fhjpUe;jhYk; 
 neUg;G Rl;lhwpa tL> rilg;gpd;dy; Nghy; 
nts;ffhkypUf;fpd;w ntz;Fl;lk; jPUk; vdTk;>  
 jPUk; FwpfSf;F khwhf ,Ue;jhYk;  
 Kjypy; cjL> cs;sq;if> Fjk;> Fa;ak; Mfpa ,lq;fspy; 
cz;lhdhYk;. 
 ntz;gil ntF tpiutpy; gutpdhYk; jPuhJ vdTk; 
$wg;gl;Ls;sJ. 
nrfuhr Nrfu itj;jpak; vDk; E}ypy; 
“Fl;lNuhfq;fnsy;yhq; Fwpj;jpby; kUe;jpdhNy 
 jpl;lkha;j; jPuhnjd;Nw nrg;gpL khAs;Ntjk; 
 ,l;lkha; rptj;Jf;Nfw;w ,ad;w Gz;zpaj;jpdhYk; 
 Jl;lkhh; kUe;jpdhYk; Jzpj;jpL nkd;W nrhy;Yk; 
 vd $wpapUg;gjhy; 
 Fl;lNehahdJ kUj;jpdhy; jpl;lkha;j; jPuhJ vd;Wk; 
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 Gz;zpaq;fs; nra;tjhYk;> mj;NjhL kUe;Jfs; 
cl;nfhs;tjhYk; jPUk; vdTk; mwpayhk;. 
jd;te;jphp itj;jpak; - ,uz;lhk; ghfk; vDk; E}ypy; 
 ntz;Fl;lk; jPUk; Neha; vd $wg;gl;Ls;sJ.  
 
                            Kf;Fw;w NtWghL  
             “thjkyhJ Nkdp nflhJ” vDk; NjiuaH thf;fpw;fpzq;f> 
ntz;Gs;sp Nehapy; Kjypy; NfliltJ thjk; vd;gij mwpayhk;. 
 clypy; VO jhJf;fSk; nkyptile;jhYk; 
nkyptilahtpl;lhYk; gpj;jg; nghUl;fspd; czthjp NrHf;ifahy; 
mjpfhpj;j gpj;jkhdJ  gpj;jk;> gpj;jthjk;> gpj;jfgk;> Kf;Fw;wk; 
,itfspy; jdpj;jdpahfTk; $l;LwTkhfpa rk;ge;jq;fisf; 
nfhz;L ,uj;j> ,ur jhJf;fisf; nfhjpf;fr; nra;J> mr;rkhd 
thA gpuNfhgpj;J gpj;jfgq;fis Mq;fhq;F khHf;fq;fspy; nry;yhJ 
jLj;J> mjpf rpj;j gpj;jk; Mkj;Jld; $b mt;thkj;ij tphpj;jpf;fr; 
nra;Jk; ~Pzpf;fr; nra;Jk;> ,uj;j> fg> ky> ry nfLjpfisf; 
nfhz;Lk; Fl;l Nuhfk; tUfpd;wJ. 
- rPtul;rhkpHjk; 
 - rpj;j kUj;Jtk; rpwg;G - gf;fk; vz; 200 
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 vdNt> gpj;jg;nghUl;fspd; czthjp NrHf;ifahy; clypy; 
gpj;jk; mjpfhpj;J rkhd thAit milfpwJ.  ,jdhy; Fw;wKw;w 
thjkhdJ gpj;jfgq;fis clypy; gut tplhky; jLf;Fk;.  ,jdhy; 
mjpfkhd gpj;jk; Mkj;Jld; $b Mkkhfpa fgk; jd;dpiyapypUe;J 
tsHe;J Fl;l Nehia gpwg;gpf;fpwJ. 
Fl;lkhdJ ,urjhJtpy; (Njhypy;) kl;Lk; ,Ug;gpd;  
epwk; khWjy; vDk; FwpFzk; Njhd;Wk.; 
Fl;lk; ,uj;j jhJtpy; nrd;wpUg;gpd; mhpg;Gld;  
rPo; gpbf;fr; nra;Ak;. 
   - rpj;j kUj;Jtk; rpwg;G g. vz; : 201 
NkYk; 
th;k xbTKwpT ruR+j;jpuk; 1200y;  
“Fwpf;fpd;w ehb RopKidAk; tha;T  
$Wfpd;w tpahdDkha; xd;Wgl;L 
gphpf;fpd;w rpuR jd;dpy; mkpHNjhLw;W 
gpzq;fpay;Nyh ngUj;JisT nfhOj;jNykk; 
khpf;fpd;w tapWisT tpr ghfq;fs; 
kz;ilNeha; R+iynahL fug;ghd; Fl;lk; 
Kwpf;fpd;w ,Uky; raKz;L vd;Wk;  
Kd;Ndhh;fs; nrhd;dhh;fs; Kf;fpakhf” 
vd;gjhy;> 
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 tpahdDk;> RopKidAk; xd;Wgl;L Fl;lNehiaj; 
Njhw;Wtpf;fpwJ vd;gij mwpayhk;. 
 
ehb eil :- 
jd;te;jphp itj;jpak; ,uz;lhk; ghfk; - E}ypy;  
“Kd;dpa thj gpj;j rpNyj;kd %d;W kq;fk;  
gpd;dpa jWf; fhAs;s euk;gpdpw; gpuNtrpj;J  
kd;dpa ,uj;je; jz;zPH khq;fpre; Njhy; nfLj;Nj  
ad;dpa td;dq; fhZ khifahw ; Fl;lkhNk” 
vd $wpapUg;gjhy; Fl;lNehapy; %d;W Fw;wq;fSk; Nfliltij 
mwpayhk;. 
 ‘kd;dpa Nrj;k kPwp khfhak; ntSf;Fk; tw;Wk; 
  gd;dpNa md;dQ; nry;yh” 
      -Mj;k ul;rhkpHjnkd;Dk; itj;jpa rhu rq;fpufk; -gf;f vz; 29 
vd;gjhy; 
 fgk; mjpfhpf;Fk; NghJ cly; ntSf;Fk; vd mwpayhk;.NkYk;> 
 thjj;jpy; Nrj;Jkhfpy; nka; ntSf;Fk; vdTk;> Mj;k 
ul;rhkpHjk; vd;Dk; itj;jpa rhu rq;fpufj;jpy; $wg;gl;Ls;sJ. 
NkYk;> 
 ‘Nghf;fjh ika kPwp Y}d;fha;jy; Nghy; tw;Wk; ntSj;jpLq; 
 FspWk; Mf;fK eLf;f kd;dKQ; nry;yhjjpy; tpf;fy;rHj;jpAkp 
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 Uky; jhf;FNky; %r;Rjpifg;Gld; tpaHit\akPis neQ;Rtp 
 yhNeha; Njf;fkhAjpuq; ff;fpLk; tOtOj;jpdpf;Fk; 
     tha;ePuU fKNk. 
   - iffz;l mDNghf itj;jpag; ngUq;Fws; 
vd;gjhYk;> 
 fgk; mjpfkhtjhy; cliy ntSf;fg; gz;Zk; vd mwpayhk;. 
Neha; fzpg;G: 
 rpj;j kUj;Jt Kiwapy; Nehiaf; fzpf;Fk; Kiw ‘gpzpawp 
Kiwik” vdg;gLk;. 
,J 
1. tpdhjy; 
2. nghwpahy; Njh;jy; 
3. Gydhy; mwpjy; 
vdg;gLk; tpjpfs; kw;Wk; mjidj; Jizahff; nfhz;Ls;s 
xOf;fk; Kjypatw;iwf; Fwpf;Fk;. 
1. tpdhjy; 
,jd; %yk; 
 Nehahspapd; ngah; 
 taJ  
 ghypdk; 
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 CH 
 njhopy; 
 czT gof;ftof;fk; 
 Neha; Njhd;wpa fhyk; 
 Nehapd; jd;ik 
 Nehapd; fhy msT 
 FLk;g tuyhW 
 Ke;ija Nehapd; tuyhW 
Kjypatw;iw mwpjy;. 
2. nghwp> Gydhy; mwpjy; : 
 kUj;Jth; jd; nghwp> Gyd; nfhz;L Nehahspapd; nghwp> Gyd; 
,ju tptuq;fis mwpjy;  
,jd; %yk; 
 Nehahspapd; jw;Nghija epiyik 
 vz;tifj; Njh;T 
 Kf;Fw;wk; 
 cly;jhJf;fs; 
Kjypatw;wpd; khw;wq;fis mwpayhk;. 
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1. vz;tifj; Njh;T : 
 ‘ehb ];ghprk; ehepwk; nkhoptpop 
 kyk; %j;jpu kpit kUj;Jt uhAjk;” 
vd;w NjiuaH thf;fpw;fpzq;f  
1) ehb 
2) ];ghprk; 
3) eh 
4) epwk; 
5) nkhop 
6) tpop 
7) kyk; 
8) %j;jpuk; 
Kjypa vl;L tifahd NjHTfis nra;jy;. 
NkYk; ,jid  
 ‘nka;f;Fwp epwk; njhdp tpopeh ,Ukyk; iff;Fwp” 
      - NjiuaH 
vd;gjhYk; 
“njhFf;fYw;w ml;ltpjg; ghPl;ir jd;id 
 Jyf;fKWk; gz;bjNu njsptjhfg; 
 gLf;fhpa ehbiaeP gpbj;Jg; ghU 
gfHfpd;w thh;j;ijiag; ghh; ehitg; ghU 
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tFf;fhpa Njfkijj; njhl;Lg; ghU 
tskhd rhPuj;jpd; epwj;ijg; ghU 
rfpf;fhpa kyj;ijg; ghh; ryj;ijg; ghU  
rhh;e;jtpop jidg; ghh;j;Jj; njsptha;f; fhNz” 
    - fz;Zrhkpak;  
vd;gjhYk; mwpayhk;. 
 2. nghwpahy; Njh;jy; : 
 i) Nehahspapd; epiy 
 ii) vz;tifj; Njh;T 
 
ehb Kf;Fw;w epiyiag; ghpNrhjpf;fTk;.  ntz;Gs;sp Nehapy; 
thjgpj;jk;> thjfgk; Mfpa ehb eil fhzy;. 
eh ntz;Gs;sp Nehapy; eh ntSj;Jf; fhzy; 
epwk; ntz;Gs;sp Nehapy; Njhypy; ntz;zpw gil fhzy; 
nkhop ntz;Gs;sp Nehapy; kpjkhd xyp fhzy; 
tpop ntz;Gs;sp Nehapy; fz; ,ik ePf;fp ghh;f;Fk; nghOJ 
ntSj;Jf; fhzy; 
kyk; epwk;> jd;ikia ghpNrhjpf;fTk; 
%j;jpuk; epwk;> kzk;> vil> Eiu> vQ;ry; kw;Wk; nea;f;Fwpia 
ghpNrhjpf;fTk;. 
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];ghprk; ntz;Gs;sp Nehapy; Njhypy; vhpr;ry; (m) Njhy; jbj;Jf; 
fhzy; 
 
Kf;Fw;wq;fspd; epiyik: 
i) thjk; 
1. gpuhzd; %r;Rthq;fy;> tpLjy; nra;Ak;. Grpf;Fk; 
czTfisr; nrhpf;fg; gz;Zk; 
2. mghdd; kyryj;ij fPo;Nehf;fpj; js;Sk;.  md;drhuj;ij 
Nru Ntz;ba ,lq;fspy; NrHg;gpf;Fk; 
3. tpahdd; Njhypy; vOgj;J ,uz;lhapuk; ehb> euk;G ,uj;jf; 
Foha;fspYk; nrd;W> ,t;tplypYs;s mirAk; 
nghUs; mirahg; nghUs; vd;Dk; 
,uz;bYkpUe;J cWg;Gfis ePl;lTk;> klf;fTk;> 
nra;Ak;> ghprq;fisAkwpAk;. 
4. cjhdd; cjuhf;fpdpapy; ,Ue;J Njhd;wp cztpd; 
rhuj;NjhL $bapUe;J mij mq;fq;Nf epWj;Jk;. 
5. rkhdd; kw;w thAf;fis kpQ;r nthl;lhky; klf;fpr; 
rhpg;glj;jpr; Nrug; gz;Zk;. 
6. ehfd; vy;yhf; fiyfisAk; fw;Fk;gb mwpit vOg;Gk;. 
fz;fis ,ikf;Fk;gb nra;Ak;. 
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7. $Hkd; nfhl;lhtp tplgz;Zk;.  thia %lg;gz;Zk;> 
,ikfisf; nfhl;Ltpf;Fk;. 
8. fpUfud; ehtpw; frpT> ehrpapw; frpT> ,tw;iw cz;lhf;Fk;.  
Jk;kiyAk;> ,UkiyAk; cz;lhf;Fk;. 
9. Njtjj;jd; Nrhk;gy;> rz;il nfhs;sy;> jHf;fk; gz;zy;> 
kpff; Nfhgk; ,tw;iw Az;lhf;Fk;. 
10. jdQ;nrad; clk;G KOikAk; tPq;fg; gz;Zk;.  ,we;Jtpbd; 
fhw;nwy;yhk; ntspg;gl;l gpd;dH %d;whk; ehspy; 
jiy ntbj;j gpd; NghFk;. 
 
  
ntz;Gs;sp Nehapy; tpahdd;> rkhdd; ,it ghjpg;gile;J 
fhzg;gLk;.  tpahdd; ghjpg;ghy; Njhypy; epwf;FiwT> Njhy; jbj;jy;> 
vhpr;ry; cz;lhfpd;wd.  kw;w thAf;fspd; ghjpg;gile;jhy; rkhdd; 
ghjpg;gilAk;. 
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ii) gpj;jk;: 
 
1. mdw;gpj;jk; cz;l czitr; nrhpf;Fk;gb nra;Ak; 
2. ,uQ;rfk; nre;ePiu kpFjpg;gLj;Jk;> cztpypUe;J gphpe;j 
rhWf;F nre;epwj;ij jUk;. 
3. rhjfk; tpUg;gkhd njhopiy nra;J Kbf;Fk; 
4. MNyrfk;  fz;fSf;Fg; nghUl;fisj; njhptpf;Fk; 
5. gpuhrfk; NjhYf;F xspiaj; jUk;. 
 
  
ntz;Gs;sp Nehapy; gpuhrfg; gpj;jk; ghjpg;ghy; Njhypy; epwk; Fiwe;J 
ntSj;Jf; fhzg;gLk;.  rpy Nehahspfspy; ,uQ;rf gpj;jk; 
ghjpf;fg;gl;bUf;Fk;. 
 
 
iii) fgk; 
1. mtyk;gfk; kw;w ehd;F tif fgq;fl;Fk; gw;Wf; 
NfhlhapUf;Fk; 
2. fpNyjfk; cz;zg;gl;l czTg;nghUis> ePH 
Kjypaitfis <ug;gLj;jp nkj;njdr; nra;Ak;. 
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3. Nghjfk; ehtpdpd;W cz;Zfpd;w Ritfis mwptpf;Fk; 
4. jw;gfk; fz;fSf;F Fsph;r;rpiaj; jUk; 
5. re;jpfk; g+l;Lfspd; epd;W vy;yhf; fPy;fisAk; 
xd;Nwhnlhd;W nghUj;jp jsur; nra;Ak;. 
 
clw;jhJf;fs; : 
 njhf;F cjpuj;NjhL Cz;Kis epzk; vd;G  
 Rf;fpyk; jhJf;fs; VO 
      - Xsitahh; 
 
1. rhuk; cliyAk;> kdijAk; Cf;fKwr; nra;Ak; 
2. nre;ePH mwpT> td;ik> xsp> nrUf;F> xyp ,itfis 
epiyf;fr; nra;Ak; 
3. Cd; clypd; cUtj;ij mjd; njhopw;fpzq;f 
mikj;J tsHf;Fk; 
4. nfhOg;G cWg;Gfs; fbdkpd;wp ,aq;f mtw;wpw;F 
nea;g;Gg;gir Cl;b cjtp GhpfpwJ. 
5. vd;G cliy xOq;Fgl epWj;jpitj;jy;> nkd;ikahd 
cWg;Gfis ghJfhj;jy;> cly; mirtpw;F 
mbg;gilahapUj;jy; 
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6. %is vd;Gf;Fs; epiwe;J mitfSf;F td;ikAk;> 
nkd;ikAk; jUk; 
7. ntz;zPH jd;idnahj;j cUtg; nghUf;fpw;F 
,Ug;gplkhfpa fUj;Njhw;wj;jpw;F JizGhpAk;. 
 
 ntz;Gs;sp Nehapy; rhuk;> nre;ePH ghjpg;gilAk;.  ,urf; 
Nfl;lhy; Njhy; twz;lJ Nghy; epwk; khWgl;Lk;> nre;ePH Nfl;lhy;  
epwf;FiwT> vhpr;ry; Kjypad fhzg;gLk;. 
 
cly; td;ik: 
m. ,aw;if td;ik - ,aw;ifapNyNa cz;lhtJ 
M. fhy td;ik  - tajhYk;> ngUk;nghOjhYk; cz;lhtJ 
,. nraw;if td;ik  - czT> gof;ftof;fq;fshy; cz;lhtJ 
 ntz;Gs;sp Nehapy; ,aw;iftd;ik> nraw;iftd;ik 
ghjpf;fg;gl;Ls;sJ.   
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Neha;fzpg;G tpthjk; : 
1. tprHr;rpf Fl;lk; : 
‘ghprkha; thjgpj;jj; Jw;gtpj;Jg;  
 ghpe;J njhl;lh nyz;nza; jid ntSg;GkhFk; 
tphprkha;j;  jpdnthpg;G NtjidAkhFk; 
 kpfr; rptg;Gj; jz;bg;Gj; njhYWg;G  
khprkha; fhnyhpg;GQ; rypg;G khFk; 
 kfj;jhd ntl;fpg;G tapw;wprpg;G 
Jhprkha; Nfhgpg;G RuRug;G 
 RWRWg;G tprh;r;rpff; Fl;lkhNk” 
 tprHr;rpff; Fl;lj;jpy; Njhy; ntSg;ghFk; vd;W 
$wg;gl;bUg;gpDk;. 
 njhl;lhy; vz;nza; NghypUj;jy; 
 jpdT> vhpg;G> Njhy; cWg;G 
 kpfr;rptg;G> jbg;G> Njhy; cWg;G 
 kdr;rypg;G> ntl;fpg;G> Nfhgpg;G 
 tapw;wprpT 
Kjypa FwpFzq;fisf; nfhz;Ls;sd. 
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2. Njj;JU Fl;lk; : 
 ‘ rHke;jhd; rptg;ghf tl;lzpj;Jr;  
  ryitNghy; ntSf;FNk jpdTz; lhFk; 
 $Hke;jhd; NuhfkJ kpfTz;lhFk; 
  kapnuy;yhe; RUz;LNk cz;ilahFk; 
 fh;ke;jhd; gpj;j NrLkkp Ff;Fk; 
  fhae;jhd; fjpj;JNk jpkpUz;lhFk; 
 jHke;jhd; rlnky;yh KjyhFk; 
  jhf;fhd Njj;jpUf; F~;le;jhNd” 
,e;Nehapy; rUkk; ntSj;J fhZk; vd;W $wg;gl;bUg;gpDk;>  
 Kjypy; rptg;ghf tl;lzpj;J gpd; ryit nra;jJ Nghy; 
ntSf;Fk; 
 jpdTz;lhfp Neha; mjpfhpf;Fk; 
 kapH RUz;L cUz;ilahFk; 
 ,jpy; gpj;j fgk; kpFk;. 
 clypy; mjpfkhf jpkpUz;lhFk; 
 clk;G CJk;. 
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gpzp ePf;fk; : 
 kUj;Jtk; vd;gJ gpzp ePf;FtJld; gpzp tuhky; fhf;fTk; top 
tFf;f Ntz;lk;.  mjhtJ> 
m. fhg;G  - Prevention 
M. ePf;fk;   - Treatment 
,. epiwT   - Restoration 
 gpzpePf;fk; :- 
 gpzpePf;fk; kw;Wk; gpzp tuhJ fhj;jy; vd;gd Nrh;e;jNj 
kUj;Jtk; MFk;. 
1. Fw;wq;fisj; jd;dpiyg;gLj;jy; :- 
 Njhy; Nehahfpa ntz;Gs;sp Nehapy; Kjypy; thjj;ij 
jd;dpiyg;gLj;Jk; nghUl;L Kjypy; Ngjp kUe;J nfhLf;f 
Ntz;Lk;.  vdNt> 
 mfj;jpaH Fok;G „ 135 kpfp msT fhiy ntWk; tapw;wpy;> 
gidnty;yj;jpy; itj;J nte;ePhpy; nfhLf;fTk; 
kUe;J 
 jphpgyh nea; - 2 kpyp> ,UNtis czTf;Fg; gpd;  
 jfiu Nygk; - ntspg;gpuNahfk; 
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czT Kiwfs; :- 
 Gspg;G Rit jtpu kw;w fPiu> fha;fwp> goq;fs; cztpy; mjpfk; 
Nrh;j;Jf; nfhs;sTk;. 
 Gspg;G Rit kpFe;j czitj; jtpHf;f Ntz;Lk;. 
 kPd;> fUthL Kjypatw;iw cztpypUe;J ePf;f Ntz;Lk;. 
NkYk; 
 ‘nrhl;il eiujpiu Jl;gePH gk;G Gz;  
 kl;lw;w ehtwl;rp thjuj;jk; - Fl;lkz;lhk; 
 Njftd;ik NjAk; jpUNt jpdkjpf  
 khf Tg;ig Az;lhHf; fwp” 
     - kUj;Jt jdp ghly;. 
vd;gjhy;  
 cg;G Rit mjpfKs;s czit cl;nfhs;Stjhy; Fl;lNeha; 
cz;lhFk; vdTk;> 
 
 ‘NtW fhuzk; tpisj;j Mz;ntWg; 
 Nghl;L kpay;gh Naw;f tpUk;ghr;  
 Ritahk; gpj;j ika tpfw;gq; 
 Flw;GO Fl;lk; nfhba eQ;R 
 tha;eP &wy; mow;rpAk; jzpf;Fk;  
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 …………………………………… ifg;ig 
 msnthL nfhz;lhy; mikAk; gaNd 
      - kUj;Jt jdp ghly; 
vd;gjhy;> 
 gpj;jj;jpd; jPa khWjy;fSk;> fgj;jpd; jPq;Fw;w khw;wq;fSk;> 
Flypy; cz;lhFk; GOf;fSk;> Fl;lg;gpzpfSk; ifg;G Ritahy; 
jPUk; vd;gij mwpayhk;. 
 ‘njhz;ilap Yz;lhk; kpz;Lnra; gpzpfs; 
 fz;Lil tPf;fk; fz;lth; nt&ck; 
 Fl;lk; nfhz;lT+d; rl;lkha;r; nrhpah 
 …………………………………… fhHghQ; 
 Ritjidf; fzf;Nfh Lz;zpy; 
      - kUj;Jt jdp ghly; 
vd;gjhy;> 
 fhh;g;G Ritahy;> ghh;j;j khj;jpuj;jpNyNa mr;rj;ijj; juty;y 
Fl;lg;gpzpfs; jPUk; vd mwpayhk;. 
Mrdk; 
 rthrdk; 
 rh;thq;fhrdk; 
 gj;khrdk; 
44 
 
Kjypa Mrdq;fs; nra;tjhy;> Fw;wq;fis jd;dpiyg;gLj;jp 
kdij mikjpg;gLj;jyhk;. 
Mrdk; : 
 Nahfj;jpd; %d;whk; gFjp Mrdk; MFk;. clypd; xt;nthU jir> euk;G 
kw;Wk; Rug;gpia gapw;rpf;F cs;shf;FtJld; kdjpy; rkepiyia Vw;gLj;JfpwJ. 
gj;khrdk; : 
 gj;kk; vd;why; jhkiu vd;W nghUs;. ,J jhkiuj; Njhw;wkhFk;.  
nra;Kiw : 
1. jiuapy; fhy;fis Neuhf itj;J mkuTk; 
2. tyJ Koq;fhiy klf;fp> tyJ ghjj;ij iffshy; gw;wp mij ,lJ 
njhilapd; njhlf;fj;jpy; itf;fTk;. ,g;NghJ tyJ Fjpfhy; njhg;GSf;F 
mUfpy; ,Uf;f Ntz;Lk;. 
3. ,g;NghJ ,lJ fhiy kbj;J> ,lJ ghjj;ij iffshy; gw;wp mij tyJ 
ghjj;jpd; Nky; itf;fTk;. ,lJ FjpfhYk; njhg;GSf;F mUfpy; ,Uf;f 
Ntz;Lk;. ,uz;L cs;sq;fhy;fSk; Nkw;Gwk; Nehf;fpathW ,Uf;f 
Ntz;Lk;. 
4. KJFj; jz;L Neuhf ,Uf;f Ntz;Lk;. 
5. fuq;fs; ePl;lg;gl;L tyJ if> tyJ Koq;fhypd; kPJk;> ,lJ if> ,lJ 
Koq;fhypd; kPJk; itf;fg;gl;L ngUtpuy; kw;Wk; Rl;L tpuy; klf;fp 
xd;iwnahd;W njhLk;gb itf;fTk;. 
tpisTfs; : 
- kdij tpopg;Gld; itj;jpUf;f cjTk;  
- Kf;Fw;wq;fisAk; jd;dpiyg;gLj;Jk; 
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rh;thq;fhrdk; : 
 rh;thq;fk; clypd; midj;J ghfq;fs; ,e;j Mrdk; nra;tjhy; KO 
clYk; gad;ngWk; vd;gJ nghUs;. 
 
nra;Kiw : 
1. tphpg;gpd; kPJ ky;yhe;J gLf;fTk; 
2. Koq;fhy;fis ,Wf;fp fhy;fis ePl;b itf;fTk;> iffis cs;sq;iffs; 
fPo;Nehf;fp ,Uf;Fk;gb fhy;fspd; mUfpy; itf;fTk;. 
3. rpyKiw Mokhf Rthrpf;fTk;> nkJthf ntsp%r;R tpl;lgb mNj 
Neuj;jpy; ,uz;L fhy;fisAk; xd;whf Nrh;j;J cah;j;jp mtw;iw clYld; 
Neh;Nfhzj;jpy; ,Uf;Fk;gb nfhz;L tuTk; ,e;epiyapy; epiyj;J epd;W> 
fhy;fis mirf;fhky; cs;%r;R vLf;fTk;. 
4. ntsp%r;R tpl;L ,Lg;igAk;> KJifAk; jiuapypUe;J cah;j;Jtjd; %yk; 
fhy;fis NkYk; cah;j;jTk;> cs;sq;fis jiuapy; nkd;ikahf mOj;jTk;. 
5. clypd; Nkw;Gwk; KOtJk; jiuapypUe;J cah;j;jg;gl;l gpd;dh;> 
Koq;iffis klf;fp> Njhs;fis ed;F jiuapy; gjpj;jgb cs;sq;iffis 
tpyh vYk;Gfspd; gpd;Gwkhf itf;fTk;. 
6. cs;sq;iffspd; mOj;jj;ijg; gad;gLj;jpagb khh;G vYk;G> Kfthia 
mOj;jp xU jplkhd Kftha;g; g+l;L mikAk;gb clypd; Nky;Gwk;> kw;Wk; 
fhy;fis cah;j;jTk; khh;ig Kfthia Nehf;fp Kd;dhy; nfhz;L tuTk;. 
7. jiyapd; gpd;Gwk;> fOj;J> Njhs;fs; kw;Wk; Koq;if tiuapyhd fuq;fspd; 
Nky;Gwk; ,it kl;LNk jiuapy; ed;F gjpe;jpUf;f Ntz;Lk;. kPjKs;s cly; 
xU Neh;Nfhl;by; jiuf;Fr; nrq;Fj;jhf ,Uf;f Ntz;Lk;. 
8. ,e;epiyapy; 5 epkplj;jpw;F Fiwahky; epiyj;jpUf;fTk;. 
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9. iffis tpLtpj;J> jiuf;F rhpe;J te;J kl;lkhfg; gLj;J ,isg;ghwTk;. 
tpisTfs; : 
 ijuha;L> ghuh ijuha;L Rug;gpfs; rhptu nray;gl cjTk; kdij 
Gj;Jzh;r;rp cld; ,Uf;f nra;Ak;. 
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                                 MODERN ASPECT 
                                        VITILIGO            
INTRODUCTION: 
 The color of the skin is determined by at least five pigments present at 
different levels and places of the skin.  These are 
1. Melanin 
2. Melanoid 
3. Carotene, 
4. Hemoglobin and  
5. Oxyhemoglobin. 
         The amount of first three pigments varies with the race, age and part of 
the body. 
 Destruction of these pigments leads to well circumscribed milky white 
patches in the skin.  This condition is known as vitiligo. 
ANATOMY OF THE SKIN: 
 The skin is composed of two distinct layers, epidermis and dermis. 
EPIDERMIS: 
48 
 
 It is the superficial, avascular layer of stratified squamous epithelium.  
It is ectodermal in origin and gives rise to the appendages of the skin, 
namely hair, nails, sweat glands and sebaceous glands. Structurally the 
epidermis is made up of a superficial cornified zone and a deep germinative 
zone.  
 The cornified zone includes three strata of cells, namely stratum 
corneum, stratum lucidum and stratum granulosum, from superficial to the 
deeper plane in that order. 
 The germinative zone, similarly includes two strata namely stratum 
pinosum of polyhedral cells, and stratum basale (stratum germinativum or 
Malpighian layer) of a single layer of columnar cells. 
 The cells of the deepest layer proliferate and pass towards the surface 
to replace the cornified cells lost due to wear and tear.  As the cells migrate 
superficially, they become more and more flattened, and lose their nuclei to 
form the flattened dead cells of the stratum corneum. 
  In the stratum basale, there are also „dopa‟ positive melanocytes 
(melanoblasts, dendritic cells or clear cells) of neural crest origin, which 
synthesize melanin.   
DERMIS: 
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 Dermis or corium is the deep, vascular layer of the skin, derived from 
mesoderm.  It is made up of connective tissue (with variable elastic fibres) 
mixed with blood vessels, lymphatics and nerves.  The connective tissue is 
arranged into a superficial papillary layer and a deep reticular layer. 
  The papillary layer forms conical, blunt projections (dermal papillae) 
which fit into reciprocal depressions on the under surface of the epidermis. 
The reticular layer is composed chiefly of the white fibrous tissue arranged 
mostly in parallel bundles. The direction of the bundles, constituting 
cleavage lines (Langer‟s lines), is longitudinal in the limbs and horizontal in 
the trunk and neck. At the flexure lines of the joints, the skin is firmly 
adherent to the underlying deep fascia. 
            Dermis is the real skin, because, when dried it makes greenhide, and 
when tanned it makes leather. Its deep surface is continuous with the 
superficial fascia. 
MELANOGENESIS: 
             Skin color is attributed to the type, amount and distribution of 
melanin in the skin. Besides the influence of melanin on the skin color, it 
also plays pivotal role in protecting the skin against harmful Ultra Violet 
Rays. 
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             Melanocytes located at the epidermis-dermis junction are dendritic 
cells with dendrites extending outward from the cell body and the dendritic 
processes of differentiated melanocytes are interspersed between 
neighboring keratinocytes, forming the so-called epidermal melanin unit. 
 
          EPIDERMAL MELANIN UNIT 
 
 
The melanogenic process takes place within melanosome, which are 
specialized membrane-bound cytoplasmic organelles, in melanocytes. 
             Melanocytes synthesize melanin in melanosome before passing the 
melanosomes to the surrounding keratinocytes. 
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            Melanin is synthesized by tyrosinase, a copper containing 
metalloglycoprotein and the rate limiting enzyme, capable of utilizing L-
tyrosinase, dihydroxyphenylalanine(L-DOPA) and 5,6-dihydroxyindole as 
substrates. 
            In addition other enzymes including the tyrosinase related proteins 
(TRP-1) and dopachrome tautomerase, also known as TRP-2, are 
responsible for melanogenesis. 
            Melanogenesis is based on the enzymatic conversion of the amino 
acid tyrosine, through a series of intermediates, to melanin pigments. 
            Firstly L-Tyrosine is hydoxylated to form L-DOPA.Subsequently L-
DOPA is oxidized in to L-DOPA quinine, which will be further processed 
into either eumelanin (black or brown pigment) or pheomelanin (yellow or 
red pigment).   
            The DOPA quinone produced generally form eumelanin through 
spontaneous reactions involving cyclization, decarboxylation, oxidation and 
polymerization. 
 However, TRP – 2 can generate 5, 6 – dishydroxyindole – 2 – 
carboxylic acid (DHICA) from DOPA chrome and TRP – 1 catalyzes the 
oxidation of DHICA to indole – 5, 6 quinone carboxylic acid. 
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 In the absence of thiols, DOPA quinone is immediately converted to 
DOPA chrome and leads to eumelanin production. 
           However, when glutathione and cysteine are present, they can react 
with DOPA quinone intermediates to divert melanin pigment synthesis from 
eumelanin to pheomelanin through cysteinyl DOPA. 
 Besides enzymatic reactions, melanogenic pathway also involves non-
enzymatic reactions by evolution of o-quinones, generated enzymatically by 
the action of tyrosinase, to produce several unstable intermediates, which 
polymerize to render melanins.   
 A series of both enzymatic and non enzymatic reactions in eumelain 
no-enzymatic reactions in eumelain and pheomelanin synthesis has been 
observed to subsequently result in H2O2 formation. 
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                                                  VITILIGO 
DEFINITION: 
 It is an acquired idiopathic depigmentary condition,characterized by 
well circumscribed ivory white cutaneous macules devoid of identifiable 
melanocytes. 
EPIDEMIOLOGY: 
         It affects approximately 1% of the world‟s population. 
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ETIOLOGY: 
Nutritional  defects in copper, proceins and vitamis in 
diet.  digestive problems like amoebiasis, 
chronic diarrhea, dysentery, helminthes, etc 
Endocrine disorders  Diabetes Thyroid disorders  
Infections and toxic products  Enterric fever, focal sepsis ill health 
Drugs and chemicals  Broad spectrum antibiotics, quinines, 
guanofuracin, amylphend, chlorthiazide, 
chloroquin 
Trophoneurosis and autonomic 
imbalance  
stress and strain 
Industrial chemicals   
Food adultrants   
Water contamination  
 
PATHOGENESIS: 
 Changes in the pigmentation can arise in a no. of ways and can be due 
to a variety of genetic and environmental factors.  Abnormalities may 
involve,  
1. formation of melanosomes in melanocytes  
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2. melanization of melanosomes  
3. secretion of melanosomes into kerationlytes  
4. transport of melanosomes in kerationcytes with and  without 
degradation in lysosoma – like organelles  
The Various hypotheses have been suggested for the etiology of Vitiligo. 
 The role of genetics  
 The neural Theory  
 The autoimmune hypothesis  
 The melaocytorrhagy hypothesis 
 Metabolic or Biochemical hypothesis 
            - Oxidative stress 
 
1) THE ROLE OF GENETICS: 
 Studies demonstrate that recessive alleles at multiple unlinked loci 
could be involved in the genetic pathogenesis of Vitiligo. 
 Another one study concluded that three epistatically interacting 
autosomal diallelic loci are involved and individuals who maintain recessive 
homozygosity at these loci are affected by vitiligo. 
2) THE NEURAL THEORY: 
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 Lerner‟s “Neural theory” asserted that depigmentation in vitiligo 
results from increased discharge of a specific substance (e.g. melatonin) as 
peripheral nerve endings in the skin; one that lightens pigment and 
discourages formation of new melanin. 
 Lerner found that 30% of patients reported significant emotional upset 
preceding onset of disease, and an additional 39% associated their onset with 
nervousness, accidents, illnesses, operations, or parturition. 
 Overall, 69% patients associated vitiligo onset with stress. 
 One study shows that some level of sympathetic dysfunction exists in 
segmental vitiligo, and this possibly plays an important role in disease onset 
and progression. 
 The changes in neuropeptide reactivity in vitiligo patients could be a 
factor in the onset or progression of the disease. 
 Another group of neuropeptides relevant ID vitiligo includes 
catecholanines.   
 Increased levels of catecholmines at autonomic nerve endings in the 
skin could by cytotoxic to melanocytes either directly or indirectly through 
their metabolices.  Notable metabol include melanotoxic phenols that can 
bind tyrosinase interfere with melanogene cytotoxic and immune 
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mechanisms are proposed to underlie the destructionof melanocytes through 
neuropepides.  
3)THE AUTOIMMUNE HYPOTHESIS: 
 The mechanisms of immunity are hermoral (antibody – mediated), 
cell mediated, or mediated by cytokines. 
 Auto antibodies and their respective target cells are also relevant to 
the pathogenesis of vitiligo. 
 Circulating autoantibodies may have an early role in the mechanisms 
leading to melanocyte destruction. 
 One hypothesis state that the inflammatory process may play a role in 
the elimination of melanocytes.  The Immune system involves a complex 
inzerplay of many factors beyond lymphocytes and antibodies known as 
cytokines. 
 These cytokines may also play a role in the development of vitiligo. 
4)OXIDATIVE STRESS: 
 This is also a cause for Vitiligo. 
 Vitiligo patients have an imbalanced redox state of the skin, leading to 
the excess production of reactive oxygen species like H2O2.    
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 The accumulation of these reactive oxygen species can have toxic 
effects on all components of the cell and could potentially result in the 
destruction of melanocytes.   This causes depigmented macules in the skin. 
The melanocytorrbagy hypothesis  
 This hypothesis described the pathogenesis of non segmental vitiligo 
as from the result of “melanocytorrhagy” or a chonic detachment and loss of 
melanocytes resulting from altered melnocyces responses to trauma and 
other stressors. 
 Some studies shows that defective cell adhesion plays a role in the 
pathogenesis of vitiligo as the production extracellular matrix components 
may be altered by kerationcytes. 
5) RELATIONSHIP BETWEEN VITILIGO AND VITAMIN  D: 
 Vitiligo is associated with the autoimmune diseases like diabetes 
mellitus, thyroid disorder and Sjogren‟s syndrome. 
 Some of the studies show that vit D deficiency could be a cause for 
autoimmune diseases and it leads to vitiligo. 
THE PSYCHOSOCIAL ASPECTS OF VITILIGO: 
 Skin interacts with the environment and helps to communicate. 
 Skin diseases can affect both the social relationship and self image. 
 Stressful situations can be correlated with the onset of vitiligo. 
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 The stress is the potential cause of vitiligo and these patients are 
depressed and their quality of life is affected. 
TYPES OF VITILIGO: 
 Vitiligo is mainly classified into  
i) Segmental  
ii) Non-Segmental   
iii) Mixed and  
iv) Unclassified  
Segmental  Non-Segmental 
Early onset  
Unilateral 
Variable age of onset bilateral 
It spreads rapidly and stabilized in a 
few years. 
course in unpredicatable  
Leukotrichia percentage is high. Leukotriachia is variable percentage  
Not usally related with auto immune 
disease  
Usually associated with autoimmune 
disease. 
STAGES OF VITILIGO: 
 There are 3 stages of Vitiligo 
1) Active progressive stage (V1)  
2) Quiescent stage (V2) 
60 
 
3) Repigmenting stage (V3) 
Stage of vitiligo         -        clinical features 
      Active  (V1)               -   New lesions developing 
                                      Lesions increasing in size 
                                      Border ill defined 
      Stable(V2)                 -   No New lesions developing 
                                           Lesions stable in size 
                                           Border hyperpigmented and well defined. 
      Improving(V3)            - Lesions decreasing in size 
                                         No New lesions developing 
                                          Border defined and signs of spontaneous  
                                          Repigmentation 
   CLINICAL FEATURES: 
- Completely depigmented macules / patches of varying shape and size. 
- No other structural changes are there  
- Early lesion may be pale white and ill-define. 
- Then these macules enlarge.  Slowly and may affect more over all 
parts of the body  
- Any part of  the body can be affected but mainly affected parts are 
dorsum of hands, feet, face, legs and waist. 
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- Involvement also in axilla, groins, areole and genitalia. 
- Areas subjected to repeated friction and trauma are also likely to be 
affected. 
- Involvement of the mucous membrane especially lips are also very 
common. 
- Hair may or may not affect. 
- The macules have a convex outline, increase irregularly in size and 
then they fuse with nearby lesions to form complex patterns. 
- The hairs in the patches frequently remain normally pigmented. 
- The hairs are depigmented in older lesions. 
- Margins of the lesions become hyperpigmented. 
- Some patients have sunburn in the lesions. 
- In some patients uveitis may also occur. 
 
 
 
DIAGNOSIS: 
          The diagnosis of vitiligo is usually made based on  
 Physical examination 
 Medical history and 
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 Laboratory investigations. 
PHYSICAL EXAMINATION: 
 The distribution 
 Hyperpigmented border 
 Color 
HISTORY: 
 Age of onset 
 Family history 
 History of autoimmune diseases 
LABORATORY INVESTIGATION: 
          SPECIFIC TESTS like  
 Wood lamp‟s examination 
 Skin biopsy  
 
 
DIFERENTIAL DIAGNOSIS: 
PARA INFECTIOUS HYPOPIGMENTATION: 
               The infectious process can inhibits melanogenesis through largely 
unknown mechanism. 
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Tinea versicolor: 
               It can cause vitiligoid changes. .However, distribution, shape of the 
lesion, and some scaling and green fluorescence of untreated lesions allow a 
definite diagnosis. 
Indeterminate Leprosy: 
                It is manifested by hypochromic patches which are hypoesthetic 
under light touch. 
POST TRAUMATIC LEUCODERMA: 
               When the melanocyte reservoir is depleted, as after deep burns or 
scars, which remove the hair follicles entirely or when the bulge which 
contains melanocyte precursors is destroyed, the resulting wound healing 
process will not recapitulate pigmentation from the centre, and marginal 
repigmentation fails to compensate the loss. 
                It may sometimes be difficult to distinguish some aspects from 
true vitiligo, when scarring is not obvious. 
 
TREATMENT: 
               At first, the patient and the relatives should be assuring about its 
non-infectious nature; further that it has no relationship to leprosy 
whatsoever. This gives immense moral strength to the patient. 
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 Patient should be advised to avoid trauma. Broad spectrum antibiotics 
should not be prescribed for any other illnesses. 
Treatment methods are: 
 
 Topical therapies 
 Topical corticosteroids 
 Calcinurin inhibitors 
 Vit D analogues 
 Photo therapies 
 PUVA and related treatments 
 UVB Total body and targeted phototherapy 
 Micro phototherapy 
 Vitamins and anti oxidants-topical and systemic 
 Immunosuppressive regimen 
 Empirical, traditional and alternative treatment  
 Surgical therapies-Autologous transplantation of skin is an option for 
those who are severely affected. 
 Combined therapies 
 Camouflage 
 Photoprotection 
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 Depigmenting agents. 
PROGNOSIS:  
 It has improved considerable in recent years use of better 
understanding of etiological factors and advance, made in therapy.  
This condition is usually gradually progressive.  Sometimes the 
patches grow rapidly over a short period, and then the stable for many 
years. 
DIET:- 
          Diet plays a very important role in vitiligo. 
AVOID:- 
 Vitiligo patients are advised to avoid vit-C from their diet. 
 Metabolic pathway of tyrosine a metabolic error occurs due to the 
ascorbic acid. 
 Melanocyte stimulating hormone secretion is inhibited by 
epinephrine, nor epippephrine, cortisone and hydrocortisone. 
Tyrosine 
 
DOPA 
 
Dopamine 
Tyrosine 
Aromatic amino acid 
decarboxylase 
Dopamine 
β – hydroxylase 
 
PLP 
CO2  
O2 
H2O 
O2 
Ascorbate 
dehydro ascorbate 
H2O 
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Norepinephrine 
 
Epinephrine 
 Bio-Chemistry 
TO BE USED :- 
Anti oxidant containing foods :- 
Foods containing anti-oxidants scavange the free radical generated 
due to stress sun exposure and autoimuunity. 
 Green Leaves 
 Beet Roots  
 Carrot 
 Radish 
 Dates  
 Chick Peas 
 Jaggery 
CAN TAKE ONCE / TWICE A WEEK 
 Polutry 
 Egg 
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 Dairy Foods 
 Milk 
 Ice Cream 
 Chocolates  
 Alcohol 
 
FOODS TO BE AVOID :- 
 Lemon 
 Fish 
 Orange 
 Meat 
 Curd 
 Tomato 
 Grapes  
 Carbonated Drinks 
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                     MATERIALS AND METHODS 
 The disease venpulli noi is found mentioned and has been dealt in the 
siddha texts. 
 The internal medicine THIRIBALA NEI for venpulli noi is mentioned 
in the Agathiyar Vaithiya Kaaviyam – 1500 and the external medicine 
Thagarai lebam is mentioned in Sarabendrar Vaithiya Muraigal.  
 I have selected these two medicines for the trial on Venpulli Noi. 
Selection of Patients:- 
 According to the symptoms mentioned in the Siddha texts for venpulli 
noi 40 patients from the Govt. Siddha Medical College Hospital were 
diagnosed and out of this, 10 patients were admitted in the In-patient 
department of Govt. Siddha Medical College, Palayamkottai. 
 Before starting the trial of the medicine the analysis of the medicine 
on the basis of its pharmacology and bio-chemistry has been done in the labs 
of the Govt. Siddha Medical College, Palayamkottai. For analysis purpose 
all the relevant datas were collected from the patients. 
 All the investigations on the basis of siddha aspect were done along 
with the modern investigations. 
 The identity of the drugs was confirmed by the teaching staffs of the 
medicinal botany department.  
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 The trial drug was prepared in the PG practical Hall of Gunapadam 
department with the knowledge and supervision of the teaching staffs of 
concerned department. 
Management  
 Before starting the trial patients were under went bethi by using 
Agastiyar Kuzhambu – 130 mg with palm jaggary in hot water to normalize 
the deranged vatham. 
 Then the trial was done.  
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                            OBSERVATIONS AND RESULTS 
 Age Distribution  
 Sex  
 Diet 
 Religion 
 Socio-Economic Status  
 Family History 
 Duration of Illness 
 Etiology 
 Work of nature 
 Distribution of Patches  
 Clinical features 
 Types of venpadai 
 Distribution of Thinai 
 Reference to mukkutram   
 Udarkattugal 
 Envagai Thervu 
 Neerkuri, Neikuri 
 Prognosis 
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Table – 1 
Age Reference 
Age in 1-10 11-20 21-30 31-40 41-50 51-60 Total 
No. of 
cases 
- 4 3 7 11 15 40 
Percentage 
(%) 
- 10 7.5 17.5 27.5 37.5 100 
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Table – 2 
Sex Reference  
Sex No. of cases Percentage 
Male 20 50% 
Female 20 50% 
Total 40 100% 
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Table – 3 
Diet Reference  
      Diet No. of cases Percentage 
Vegetarian - - 
Non-vegetarian 40 100% 
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Table – 4 
Religion Reference  
     Religion No. of cases Percentage 
Hindu 34 85% 
Christian 4 10% 
Muslim 2 5% 
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Table – 5 
Socio economic status  
    Socio economic 
status 
No. of cases Percentage 
Poor 30 85% 
Middle Class  8 10% 
Rich 2 5% 
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Table – 6 
Family History 
Family history No. of cases Percentage 
Positive 6 15% 
Negative 34 85% 
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Table – 7 
Duration of illness 
< 6 months  5 12.5% 
6 months – 1 yr 6 15% 
1-5 yr 8 20% 
6-10 yr 2 5% 
11-15 yr 5 12.5% 
16-20 yr 2 5% 
> 20 yr - - 
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Table – 8 
Etiology Reference  
     Etiology No. of cases Percentage 
Dye 2 5% 
Drug 1 2.5% 
Hereditary 6 15% 
Nutritional Deficiency 11 27.5% 
Irritant Cosmetic 
Things 
1 2.5% 
Endocrine 1 2.5% 
Stress 16 40% 
Prolonged Pressure 2 5% 
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Table – 9 
Occupation  
     Occupation No. of cases Percentage 
Students  4 10% 
Home Makers  6 15% 
Agriculturist 7 17.5% 
Drivers  4 10% 
Dyers  2 5% 
Police  2 5% 
Daily  wage earners  15 37.5% 
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Table – 10 
Patches distribution 
Distribution of patches  No. of cases Percentage 
Exposed parts  31 77.5% 
   
Non exposed parts  8 20% 
   
Genitalia  1 2.5% 
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Table – 11 
Clinical features 
Clinical Features  No. of cases Percentage 
Hyper pigmented 
border 
40 100% 
Itching 6 15% 
Depigmentation of hair 5 12.5% 
Mucosal involvement 27 67.5% 
Erythema 2 5% 
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Table – 12 
Types of Venpadai 
Vatham 32 80% 
Pitham 3 7.5% 
Kabam 5 12.5% 
Mega Venpadai - - 
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Table – 13 
Distribution of Thinai 
Thinai  No. of cases Percentage 
Kurinji - - 
Mullai - - 
Marutham 37 92.5% 
Neithal 3 7.5% 
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Table – 14 
Vatham 
Classification of 
Vatham 
No. of cases Percentage 
Pranan - - 
Abanan - - 
Udhanan - - 
Viyanan 40 100% 
Samanan 40 100% 
Nagan - - 
Worman - - 
Kirugaran - - 
Devadhathan 3 7.5% 
Dhananjeyan - - 
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Table – 15 
Pitham 
Classification of Pitham No. of cases Percentage 
Anar Pitham - - 
Ranjaga Pitham 16 40% 
Saathga Pitham - - 
Aalosa Pitham - - 
Prasaga Pitham 40 100% 
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Table – 16 
Kabam 
Classification of Kabam  No. of cases Percentage 
Avalam Bagam 12 30% 
Kletham 12 30% 
Pothagam - - 
Tharpagam  - - 
Santhigam - - 
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Table – 17  
Udal thathukkal 
Udarkattugal        No of cases    Percentage 
Sarram 40 100% 
Senneer 40 100% 
Oon  - - 
Koluppu - - 
Enbu  - - 
Moolai - - 
Sukkilam / Suronitham - - 
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Table – 18 
Envagai thervu 
Envagai Thervu   No of cases Percentage 
Naa 16 40% 
Niram 40 100% 
Mozhi - - 
Vizhi 16 40% 
Malam - - 
Moothiram - - 
Naadi 40 100% 
Sparisam 4 10% 
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Table – 19 
Neerkuri and Neikuri 
Straw color urine 40 100% 
Neikuri   
Vathaneer 30 75% 
Pithaneer - - 
Kabaneer 10 25% 
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Table – 20 
Prognosis 
Prognosis   No of cases    Percentage 
Good 5 12.5% 
Moderate 20 50% 
Mild 11 27.5% 
No Result 4 10% 
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Out patients - investigation report  
S.No. OP.No Name Age  Sex Before Treatment   After Treatment 
BS BU SC 
Urine Analysis Motion Test           
TC 
DC% ESR 
Hb TC 
DC% ESR   
          P L E 1/2 1 P L E 1/2 1 Hb ALB SUG DEP OVA  CYST 
1 51910 Bakya 58 F 9,800 64 33 3 5 11 11 9,700 62 35 3 7 14 12 64 16 182 Nil Nil Nad Nil Nil 
2 51853 Iyappan 20 M 7,100 68 29 3 3 6 14 7,200 66 30 4 5 11 14 85 - 162 Nil Nil 
1-
2PC Nil Nil 
3 52964 Aarumugam 45 F 8,000 59 39 2 10 21 11.6 7,900 59 30 11 8 20 12 74 19 156 Nil Nil Nad Nil Nil 
4 53196 Krishnammal 55 F 8,800 61 38 1 15 32 10.8 8,800 60 38 2 10 16 12 79 23 168 Nil Nil 
2-
3EC Nil Nil 
5 53769 Dhanam 24 F 8,400 60 38 2 4 9 11 8,300 57 39 4 6 8 11 85 21 155 Nil Nil Nad Nil Nil 
6 55039 Raja 37 M 9,700 57 39 4 4 9 13.2 9,700 56 39 5 4 3 14 89 42 177 Nil Nil 
2-
4PC Nil Nil 
7 54972 Thuraichi 25 F 8,500 60 36 4 13 27 10.5 8,400 60 35 5 6 12 11 77 16 182 Nil Nil Nad Nil Nil 
8 56808 Subranmani 59 M 8,600 59 38 3 10 21 11.8 8,300 58 37 5 8 14 12 88 34 189 Nil Nil 
1-
2PC Nil Nil 
9 60771 Krishnamoorthi 53 M 9,600 64 31 5 4 8 12 9,500 61 33 6 3 8 12 92 23 173 Nil Nil 
2-
3EC Nil Nil 
10 61028 Saravanan 35 M 9,000 68 30 2 1 3 14.5 8,800 66 32 2 3 10 14 83 17 211 Nil Nil Nad Nil Nil 
11 62173 Krishnan 30 M 8,000 67 32 1 1 2 13.4 8,300 64 32 4 2 8 13 90 32 167 Nil Nil 
2-
3PC Nil Nil 
12 62097 Dass 52 M 8,500 65 27 8 3 7 12.5 8,700 62 30 8 4 8 13 69 26 179 Nil Nil Nad Nil Nil 
13 64067 Velusamy 64 M 8,900 60 36 4 3 7 11.6 8,600 58 36 6 8 14 12 85 18 167 Nil Nil Nad Nil Nil 
14 66054 Ayyamperumal 54 M 8,000 65 32 3 15 32 12 8,000 63 34 3 12 12 12 75 19 185 Nil Nil 
1-
2PC Nil Nil 
15 67057 Malliga 48 F 8,900 56 41 3 8 16 10 8,800 59 38 3 8 12 11 82 22 205 Nil Nil Nad Nil Nil 
16 68986 
Ayyappan 
Gani 37 M 8,800 68 29 3 3 8 11.6 8,600 66 30 4 5 10 12 68 32 191 Nil Nil Nad Nil Nil 
17 67108 Sumathi 52 F 9,400 54 44 2 17 35 11.8 9,700 56 40 4 12 26 12 73 20 190 Nil Nil Nad Nil Nil 
18 70573 Subramanian 35 M 8,500 64 28 8 7 16 11 8,600 62 32 6 8 20 12 91 18 172 Nil Nil 
2-
3EC Nil Nil 
19 70023 Suleka 50 F 7,600 63 32 5 13 24 8 7,400 60 36 4 10 22 9.1 82 25 210 Nil Nil Nad Nil Nil 
20 71512 Aarumugam 35 M 9,700 67 30 3 8 18 13 9,600 61 33 6 12 26 13 74 15 123 Nil Nil 
1-
2PC Nil Nil 
21 76811 Prasoban 15 M 10,200 55 42 3 15 30 10.8 10,100 60 32 8 14 18 11 81 23 155 Nil Nil 
2-
4PC Nil Nil 
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22 80393 Mariappan 44 M 7,800 57 39 4 4 8 11.5 7,800 63 34 3 7 9 12 79 30 174 Nil Nil Nad Nil Nil 
23 82808 Mohan 50 M 8,400 56 44 3 11 22 10.9 8,500 59 38 3 9 20 12 91 27 193 Nil Nil 
2-
3EC Nil Nil 
24 83250 Petchiammal 45 F 7,700 69 26 5 9 18 9 7,500 61 32 7 7 12 11 85 16 187 Nil Nil Nad Nil Nil 
25 84287 Rajmohan 55 F 7,000 60 34 6 14 28 12.5 7,100 62 34 4 10 22 12 103 25 210 Nil Nil Nad Nil Nil 
26 86074 Abinaya 18 F 10,100 54 43 3 14 30 9.3 10,200 60 34 6 10 26 11 76 18 144 Nil Nil 
2-
3PC Nil Nil 
27 87213 Lakshmi 45 F 6,900 64 32 4 6 14 8.7 7,000 60 36 4 5 12 9.6 67 20 181 Nil Nil Nad Nil Nil 
28 81831 Mustafa 43 M 7,500 60 31 9 3 7 13 7,700 59 38 3 2 6 13 96 25 192 Nil Nil 
2-
4PC Nil Nil 
29 83811 Kalaiselvi 58 F 8,300 65 32 3 7 15 7.9 8,200 62 33 5 5 12 8.9 83 21 173 Nil Nil 
2-
3PC Nil Nil 
30 82513 Bakyasri 18 F 9,900 57 37 6 18 36 9.5 10,000 64 34 2 14 28 10 75 17 145 Nil Nil Nad Nil Nil 
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IN Patients - investigation report  
S.No. IP.No Name Age  Sex D.O.A D.O.D Before Treatment   After Treatment 
BS BU SC 
Urine Analysis Motion Test               
TC 
DC% ESR 
Hb TC 
DC% ESR   
              P L E 1/2 1 P L E 1/2 1 Hb ALB SUG DEP OVA  CYST 
1 3068 Krishnammal 55 F 15.09.12 24.9.12 8,500 63 33 8 5 10 10 8,400 61 35 4 6 # 11 87 19 173 Nil Nil NAD Nil Nil 
2 3171 Maadathi 60 F 22.09.12 15.10.12 7,900 67 30 3 6 12 12 8,000 65 30 5 8 # 12 92 23 214 Nil Nil 
1-2 
PC Nil Nil 
3 3183 Petchiammal 45 F 24.09.12 10.10.12 9,800 70 22 8 7 14 12 9,700 68 26 6 5 # 11 101 27 193 Nil Nil 
2-3 
EC Nil Nil 
4 3161 Thayammal 58 F 22.09.12 26.10.12 6,500 55 43 2 8 16 11 6,800 62 34 4 9 # 11 95 29 207 Nil Nil NAD Nil Nil 
5 3157 Isakki 53 M 22.09.12 08.10.12 8,000 55 40 5 3 10 10 8,200 56 37 7 4 # 10 112 30 225 Nil Nil NAD Nil Nil 
6 3089 Sek Maideen 38 M 17.09.12 09.11.12 8,200 62 34 4 4 8 11 7,900 60 31 8 2 6 12 83 25 165 Nil Nil NAD Nil Nil 
7 3559 Subbaiah 49 M 13.10.12 12.11.12 9,000 67 30 3 6 12 11 8,900 68 30 2 6 # 12 98 14 139 Nil Nil 
2-3 
PC Nil Nil 
8 3565 Nainaar 57 M 13.10.12 20.11.12 6,700 59 37 4 5 11 11 7,000 63 33 4 3 # 12 79 21 197 Nil Nil NAD Nil Nil 
9 3933 Petchithai 39 F 20.11.12 28.11.12 8,100 57 38 5 4 8 10 8,300 55 40 5 5 # 11 88 18 203 Nil Nil 
3-4 
EC Nil Nil 
10 4048 Malliga 42 F 27.11.12 05.12.12 7,700 63 32 5 11 35 11 7,700 61 34 5 # # 10 107 26 182 Nil Nil NAD Nil Nil 
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DISSCUSSION 
 
 Venpulli Noi, which I have chosen for the study with the drug 
Thiribala nei (internal) and Thagarai lebam (external) is compared with 
Vitiligo in allopathy system.  
 For this study 40 patients were selected from the Govt. Siddha 
Medical College Hospital, Palayamkottai out patient department.  In this 10 
patients were admitted in the in-patient block. 
 Among this 20 patients are male and 20 patients are female. 
 Majority of the patients are from the Tirunelveli district. 
 75% of people are from economically weaker section. 
 34% of patients were from Hinduism 10% of patients were from 
Christianity religion and 5% of patients were from Islam. 
 The pathology and Medicine are discussed in various Siddha literatures. 
 The Siddha way of diagnosis is carried out and also the routine 
investigation is carried out in all the patients.   
 The photographs of the patients before treatment and after treatment are 
compared focusing size and shape of the lesion, pigmentation of the skin, 
color of the hair in the affected region. 
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 Depigmentation in the skin due to albinism, scars of burns, tinea 
versicolor was excluded. 
 Out of 40 patients 10% of patients belongs to 11-20 years of age 
group, 7.5% of patients belongs to 21-30 years, 17.5% of patients belongs to 
31-40 years, 27.5% of patients belongs to 41-50 years, 37.5% of patients 
belongs to 51-60 years. 
 Sex ratio is even in the samples taken by me. 
 Out of the 40 cases 62.5% patients were daily wage earners, 10% 
were students, 15% were homemakers, 17.5% were Agricultural labours, 
10% were drivers, 5% were Police personal, 5% were working to the labour 
related with dyes.   
 Here I want to stress that two people were from the occupation 
involved with the dye used in the mat production from muthaliyarpatti, 
Ambasamuthram.  
 From their information, I came to know that some more people are 
affected by the dye used in that industry. 
 One patient reported (Prasoban, 15/M) that, he developed 
depigmentation after taking medicine for typhoid. 
 15% of people having hereditary impact.  27.5% of people having 
Nutritional deficiency. 
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 One patient reported that, the development of depigmentation due to 
irritant cosmetics. 
 One patient developed vitiligo due to endocrinal imbalance. 
 Two female patients developed vitiligo on their abdomen due to the 
tight clothing. 
 40% of people may have been developed this disease due to stress. 
 All the 40 patients are Non-vegetarians. 
 77.5% patients were affected in the areas exposed.  20% of patients 
were affected in other areas.  2.5% of patients were affected in genitalia. 
 67.5 % of patients have mucosal membrane involvement.  12.5% of 
patients have depigmentation of hair, 15% of patients having itching, 100% 
of patients have hyperpigmented border and 5% of patients have erythema. 
REFERENCE TO TYPES OF VENPADAI: 
           80% of patients were vatha type, 7.5% of patients were pitha type and 
12.5% of patients were kapha type. No cases are reported for mega 
venpadai. 
REFERENCE TO THINAI: 
           92.5 % of patients were from marutha nilam and7.5% of patients 
were from neithal nilam. 
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           Even though in siddha literature marutha nilam is referred as disease 
free zone the inducing factors like dyes, chemicals, medicines, stress, 
hereditary factors make the life complicated and results in the prevalence of 
this disease. 
REFERENCE TO MUKKUTRAM: 
VATHAM: 
          Viyanan and samanan are the forces responsible for the movements 
inside the body. Both these forces are affected in venpulli noi. 
          Devadhathan was affected in 7.5% of cases. 
          Devadhathan is the force responsible for anger and sleep. 
PITHAM: 
        Prasagam  responsible for the complexion of the skin. It was affected in 
all patients. Depigmentation in the skin is due to the impact in this force. 
        Ranjagam was affected in 40% of patients. It is responsible for the 
color of blood. 
KABAM: 
        Klethagam the force which helps in partial digestion is affected in 30% 
of cases. In venpulli noi nutritional deficiency is a common cause. 
        Avalambagam which is deranged in all the kapha kutram derangement 
is affected in 30% of the cases. 
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UDAL THATHUKKAL: 
        Saaram is responsible for the skin color. Senneer is responsible for 
complexion of the skin. 
       Saaram was affected in 100% 0f cases. Senneer was affected in all 
cases. 
ENVAGAI THERVU: 
       In Envagai thervu Niram was affected in all cases, as in venpulli noi 
depigmentation is striking feature. 
       Naa and Vizhi are affected in 40% of cases. 
REFERENCE TO NEERKURI & NEIKURI: 
 Straw colored urine is seen in 100% of the patients. 
 In Neikuri test, the oil appeared of spreading like a snake in 75% of 
cases and in 25% it was standing like a pearl. 
REFERENCE TO PROGNOSIS: 
 Out of 40 patients 12.5% of cases got good relief, 50% of cases got 
moderate relief, 27.5% of patients got mild relief and 10% of patients got no 
relief. 
MANAGEMENT:- 
 The first step in the Siddha treatment is to regulate the deranged 
kutrams. 
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 The deranged vatham, Pitham and kapham are regulated by BETHI, 
VAANTHI and NASIYAM respectively.   
 Initially 135gm of Agathiyar Kuzhambu was given with palm jaggery 
and hot water in empty stomach in the early morning. 
Drug: 
 Internal: 
  THIRIBALA NEI – 2 ml – thrice a day. 
 External: 
  THAGARAI LEBAM 
 During the course of the treatment patient was advised some diet 
restrictions as some foods are reactive with the pharmacological action of 
the medicine and some foods having interference with melanin synthesis. 
 During discharge, the patients were advised to do some yoga exercises 
and pranayamam to regulate the deranged mukkutram, udal thathukal, 
Naadi, Hormonal imbalance and also for the peace of mind. 
 The pharmacological actions of the drugs (internal & external) were 
done in the Dept. of Pharmacology, Govt. Siddha Medical College, 
Palayamkottai. 
 Thiribala Nei exhitbits significant anti-histamine action internally. 
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            Thiribala Nei exhitbits significant acute anti-inflammatory action 
internally. 
            Thagarai Lebam exhibits significant acute anti-inflammatory action 
externally.   
 Bio-chemical analyses of the drugs were done in the laboratory of the 
dept of Bio-Chemistry of Govt. Siddha Medical College, Palayamkottai. 
 Before preparing the medicine, all the drugs were purified and used 
for therapeutic purpose.  No toxic or side effects were clinically reported or 
observed in any case during the entire course of the treatment.   
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                                                SUMMARY 
 As Venpulli Noi used to cause high social stigma and many medicines 
in the Siddha system for this disease is not revealed, I selected this 
disease and the medicines for the trial. 
 Many literatures have been collected on this disease and also it is 
compared with the vitiligo in modern text books. 
 Proper bio-chemical analysis and pharmacological studies are done on 
the internal and external medicine.   
 40 patients were selected from Govt. Siddha Medical College 
Hospital, Palayamkottai outpatient department out of this 10 patients 
were admitted in the In-patients department. 
 Siddha way of diagnosis was done along with the investigations of 
modern concept. 
 Out of 40 patients 12.5% of patients were shown good relief, 50% of 
patients were shown moderate relief, 27.5% patients were shown mild 
relief and 10% of cases were shown no relief. 
 The statistics in all aspects during the entire course of trial is analyzed 
and reported. 
 During the course of treatment and after the treatment no side effects 
were reported.  
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CONCLUSION 
 
 Thiribala Nei (internal) and Thagarai Lebam (external) were 
administered to 40 Venpulli Noi patients for the study.   
 Results shows that 12.5% of patients were shown good relief, 50% of 
patients were shown moderate relief, 27.5% patients were shown mild relief 
and 10% of cases were shown no relief. 
 The trial drug is moderately effective to the disease. 
 The drug is free from side effects.  So it can be used for long term 
purposes. 
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                                              ANNEXURE-I 
                                            DRUG REVIEW 
 
 jphpgyh nea; :- 
NrUk; ruf;Ffs; : 
 jphpfLF - 14.7 fpuhk;     
 jphpgyh - 14.7 fpuhk; 
 nfhLNtypNthpd; gl;il - 14.7 fpuhk; 
 rptij Nth; - 14.7 fpuhk; 
 epythkzf;F Nth; - 14.7 fpuhk; 
 kukQ;rs; - 14.7 fpuhk; 
 nghw;nfhd;iwf;fha;  - 14.7 fpuhk; 
 mjptplak; - 14.7 fpuhk; 
 fLFNuhfpzp - 14.7 fpuhk; 
 kQ;rs; - 14.7 fpuhk; 
 tl;lj;jpUg;gp - 14.7 fpuhk; 
 nea; - 1.3 ypl;lH 
 fs;spg;ghy; - 336 kp.yp. 
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nra;Kiw:- 
 ruf;Ffis jdpj;jdpNa Rj;jp nra;J ,bj;Jk; Nrh;j;J nea;apy; 
fye;J fha;r;rTk;> mjpy;> cof;F fs;spg;ghy; tpl;Lk; fha;r;rp 
tbf;fTk;. 
gpuNahfk; : 
 Njitahd msT cs;Sf;F nfhLf;fTk;  
jPUk; Neha;fs; :- 
 Fl;lk;> ntz;Fl;lk;> ghz;L> Fd;kk;> R+iy;> tplf;fb> 
cd;kj;jk; jPUk;. 
 
Mjhuk; :- 
 mfj;jpaH itj;jpa fhtpak; - 1500 gf;f vz; 767. 
  
                                    PROPERTIES OF DRUGS 
1. Rf;F - Zingiber officinales ( Zingiberaceae) 
 g.c - fpoq;F (cyh;e;jJ) 
 Rit - jd;ik - gpupT: 
  fhh;g;G - ntg;gk; - fhh;g;G 
Fzk; : 
#iyke;jk; neQ;nrhpg;G NjhlNkg; gk;koiy  
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%yk; ,iug;gpUky; %f;FePh; - thyfg 
Njhlkjp rhue; njhlh;thj Fd;kePh;j;  
Njhlk; M kk;Nghf;FQ; Rf;F. 
Rf;fpdhy; fopr;ry;> fgNjhlk;> ghz;L> nrhpahik (Mkk;) 
Kjypad jPUk;. 
Dried zinger have anti Vitiligo activity. 
CHEMICAL CONSTITUENTS: 
Zingiberene 
zingiberol 
Aminoacids 
borneol 
citral 
 
2. kpsF : Piper nigrum (Piperaceae) 
 g.c : tpij 
 Rit  - jd;ik - gpupT: 
                  ifg;G> fhh;g;G - ntg;gk; - fhh;g;G 
 
 Fzk; : 
  rPjRuk; ghz;L rpNyj;kq; fpuhzpFd;kk; 
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  thjk; mUrpgpj;jk; kh%yk; - xJrd;dp 
  ahrkg]; khuk; mld;Nkfk; fhrkpit 
  ehrq; fwpkpsfp dhy; 
  kpsfpdhy; fopr;ry;> ghz;L> fg Neha;fs;> Fd;kk; 
nrhpahik> fhkhiy ,it NghFk;. 
CHEMICAL CONSTITUENTS: 
                             piperine, characine, piperidine 
Piperine and certain analogues stimulate proliferation of melanocytes 
and alter the cell morphology in vitro.  These compounds also 
enhance pigmentation invivo when applied topically. 
3. jpg;gpyp - Piper longum (Piperaceae) 
 g.c - cyh;e;j jpg;gpyp 
 Rit  - jd;ik - gpupT: 
                                ,dpg;G - ntg;gk; - ,dpg;G 
         Fzk; : 
  “,Uky; Fd;kk; ,iug;G fag;gpzp 
   <is ghz;L re;ahrk; mNuhrfk; 
  nghUky; Cij rpug;gpzp %h;r;irNeha; 
   g+hpf; FQ;ry Njhlk; gpyPfKk; 
  tUk; yg;ngUf; NfhL kNfhjuk; 
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   thjk; MjpKj; NjhlQ; Ruq;Fsph; 
  ngUkhitg;Ghp Nkfg; gplfKk; 
   NgUe; jpg;gpypg; Nguq;Fiuf;fNt 
  jpg;gpypahy; Fd;kk;> fgg; gpzpfs;> ghz;L>Ritapd;ik 
Kjypad jPUk;.” 
 
3. fLf;fha; - Terminalia chebula (Combretaceae) 
 (g.c) : nfhl;ilj;Njhy; 
 Rit - jd;ik - gpupT: 
                        Njhy; : fhh;g;G - ntg;gk; - fhh;g;G 
 nghJ Fzk; : 
  Fl;lk;> ntz;Fl;lk;> ghz;L> fgthjNuhfk; Kjypa jPUk;. 
CHEMICAL CONSTITUENTS: 
Tannins (20-40%)  
Chebuliagic acid 
Chebulinic acid 
ellagic acid 
Gallic acid 
Pharmacological activity:  
T. Chebula fruit pericarp shows  
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Cyto protective activity 
Anti mutagenic activity  
Anti fungal activity 
Cardio tonic activity 
 
4. ney;ypf;fha; - Emblica officinalis (Euphorbiaceae) 
         g.c) fha; 
 Rit - jd;ik - gpupT: 
                Gspg;G> Jth;g;G> ,dpg;G - jl;gk; - ,dpg;G 
Fzk; : 
  gpj;jkd iyak; gPeprk;tha; ePh;the;jp 
  kj;jkyf; fhLk; ka;ffKkpy; - xj;jTU 
  tpy;ypf;fh ak;kUq;fh nkd;dhNfh ye;Njh;e;Nj 
  ney;ypfh ak;kUe; JzP 
 ney;ypf;fhahy; IaNeha;fs;> Ritapd;ik> Kf;Fw;wj;jhy; 
cz;lhd NfL Kjypa jPUk;. 
CHEMICAL COSTITUENTS: 
Gallic acid 
ellagic acid 
Glucose 
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5. jhd;wpf;fha; - Terminalia bellerica ( Combretaceae) 
 (g.c) tpij 
 Rit - jd;ik - gpupT: 
                 Jth;g;G - ntg;gk; - ,dpg;G 
 Fzk; : 
  Mzpg;nghd; Nkdpf; foFk; xspAkpFk; 
  Nfhzpf;nfhs; thjgpj;jf; nfhs;ifNghk; - jhdpf;fha; 
  nfhz;lth;f;F NkfkWk; $wh mdw;wzpAk; 
  fz;lth;f;F thjk;Nghk; fhz;. 
 clYf;F moifAk;> xspiaAk; nfhLj;J Kf;Fw;wq;fisAk; 
jd;dpiyg;gLj;Jk;. 
CHEMICAL CONSTITUENTS: 
Tannins  
Gallic acid 
Ellagic acid 
Bellericanin 
Termilignan 
andanlignan  
Pharmacological activity: 
Lingan shows anti fungal activity  
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6. jphpgyh - Three myrobalans 
Rit - jd;ik - gpupT: 
         Jth;g;G- ntg;gk; - fhh;g;G 
Fzk; : 
 tpj;jphpjp ehrpNeha; ntz;Fl;lk; Mrdg;Gz; 
 Fj;jpUky; ghz;lFl;lk; Fd;kkpiug; ngw;Wkj 
 %h;r;irgpyP fk;gpukp NkhLUGz; rh;gtpl 
 %h;r;riaW Kg;gyj;jhd; Kd; 
 jphpgiyapdhy; Fd;kk;> ntz;Fl;lk;> ghz;L> Fly; Gz; 
Kjypad jPUk;. 
Thiriphala  possesses rejuvenating, astringent, cardio protective, 
antiflatulant, antacid anthelmintic, laxative & antibacterial properties  
 
7. nfhbNtyp Nth;gl;il - Plumbago zeylanica (Plumbaginaceae) 
 (g.c.) Nth;gl;il 
 Rit - jd;ik - gpupT 
                  fhh;g;G> tpWtpWg;G- ntg;gk;- fhh;g;G 
 Fzk; : 
  fl;btpu zq;fpue;jp fhy;fs; miuahg;Gf;  
  fl;br;# iytPf;fq; fho;%yk; - Kl;buj;jf;  
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  fl;LeP Nuw;wq; fdj;j ngUtapWk; 
  ml;Lq; nfhbNtyp ahk; 
 ,jdhy; fl;b> Gz;> foiy> tspNeha;> ePNuw;wk; Kjypad jPUk;. 
 
CHEMICAL CONSTITUENTS: 
naphthoquinones  
coumarin 
aminoacid 
anthraquinone 
steroids etc 
Plumbagin – constitutes about 0.03% of dry weight of the roots. 
  Pharmacological activity of plumbagin :- 
                   antitumour, antimicrobial, anti-inflammatory, anti cancer,  T-cell 
proliferative activities, anti bacterial, anti allergic, antioxidant.     
8. rptij Nth; - Operuculina turpethum 
 g.c  : Nth; 
 Rit - jd;ik - gpupT: 
                  ifg;G- ntg;gk;- fhh;g;G 
 Fzk; : 
  cs;s kyKk; cjthh;j;j Kk;tapw;iwf; 
112 
 
  nfhs;Sgpj;j thjKk;Nghq; $Wq;fhy; - gps;isfl;Fr; 
  nrg;G fpurKk;Nghe; NjNd Ayfj;Js; 
  jg;gpy; rptijf;Fj; jhd; 
 ,jdhy; gpj;jthj Neha;fs;> kyf;fl;L Kjypad jPUk;. 
9. epythkzf;F Nth;- Jatropha glandulifera 
 (g.c) Nth; 
 Rit - jd;ik - gpupT: 
                  ifg;G - ntg;gk; - fhh;g;G 
Fzk; : 
  ,jdhy; %l;LtPf;fk;> iffhy; gpbg;G> <uy; Neha;fs; 
Kjypad jPUk;. 
10. kukQ;rs;- Coscinium fenestratum 
 g.c : rf;if 
 Rit - jd;ik - gpupT: 
               ifg;G -ntg;gk; - fhh;g;G 
Fzk; : 
                  mod;wfz %yk; mUrp AlNd 
  cod;w fzr;RuKk; XLQ; - Rod;Ws;Ns 
  tPWRu Ke;jzpAk; tPRku kQ;rSf;Fj; 
  NjW nkhopapdNk nrg;G 
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 ,jdhy; Foe;ijfSf;Fz;lhFk; fzKk;> %yNeha;> 
Ritapd;ik> cl;Ruk; Kjypad jPUk;. 
11. kQ;rs;- Curuma longa 
 g.c : fpoq;F 
 Rit - jd;ik - gpupT: 
                fhh;g;G> ifg;G -ntg;gk; - fhh;g;G 
 Fzk; : 
  nghd;dpwkhk; Nkdp Gyhdhw;w Kk;NghFk; 
  kd;D GUl trpakhk; - gpd;dpnaOk; 
  the;jpgpj;j Njhlikak; thjk; Nghe; jPgdkhq; 
  $h;e;jkQ;r spd;fpoq;Ff;F 
 kQ;rshy; jP> Iaf;Fw;wk;> tspf;Fw;wk;> tz;Lfb> ngUk;Gz; 
jPUk;. 
Turmeric and its water, alcohol, ether soluble fractions have been reported to 
have anti oxidative activities.Turmeric also have Anti inflammatory action. 
 Curcumin is mostly responsible for these activities.  
 
12. nghw;nfhd;iwf;fha; - Cassia fistula 
 (g.c) fha; (tpiu) 
 Rit - jd;ik - gpupT: 
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                 ifg;G> ntg;gk;> fhh;g;G 
 Fzk; : 
  tz;Lfb> Njky;> nrhwp Kjypatw;iwg; Nghf;Fk.; 
fopr;riy cz;lhf;Fk;. 
 
CHEMICAL CONSTITUENTS: 
Isoflavone, biocharin A, Sugar, tannic matter, albuminous starch, oxalate of 
calcium Sugar, gum, astringent mater, gluten, coloring matter, water, 
proteins, carbohydrates, rhein, volatile oil, anthraquinone derivatives. 
 
13. mjptplak; _ Aconitum heterophyllum 
 (g.c) Nth; 
 Rit - jd;ik - gpupT: 
                  ifg;G - ntg;gk; - fhh;g;G 
 Fzk; : 
  mjptp lak;rh;f;f uhw;GjNeha; ntg;G 
  nfhjpkUT NgjpnahL Nfhio - vjph;the;jp 
  vd;Wiuf;Fk; Neha;f;$l;lk; ,y;yh jfw;wptpLk; 
  Fd;iw epfh;Kiyaha; $W. 
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 ,J Gz;> ngUq;fopr;ry;> Nfhio> the;jp> Ruk; Kjypatw;iw 
Nghf;Fk;. 
Atidine, betisine, beteatisine, diterpene alkaloids, heterophyline, 
heterophyllidine, heterophyllisine, hetidine,  b-Sitosterol, carotene, B-
isoatisine. 
 
14. fLFNuhfpzp – Picrorhiza scropulariflora 
 (g.c) Nth; 
 Rit - jd;ik - gpupT 
                  ifg;G> fhh;g;G- ntg;gk;- fhh;g;G 
 Fzk; : 
  khe;jQ; Ruikak; thAfug; ghdhkQ; 
  Nrh;e;j kyf;fl;L jphpNjhlk; - Nghe;jnghl;Lg; 
  Gz;tapW NehapitNghk; nghw;nfhbNa - NgjpAz;lhk; 
  jpz;fLF Nuhfzpf;Fj; Njh; 
 khe;jk;> Ruk;> Iag;ngUf;F> fug;ghd;> rPjf;fopr;ry;> tapw;W typ> 
Gz; Kjypad jPUk;. fopr;riy cz;lhf;Fk;. 
Scrocaffeside – A monomer having phototoxic property. 
15. fs;spg;ghy; - Latex of Euporbia antiquorum 
 g.c : ghy; 
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 Rit - jd;ik - gpupT 
                 fhh;g;G - ntg;gk; - fhh;g;G 
 Fzk; : 
  Fl;lq; fb#iy Fd;kNk fk;thA 
  Jl;lf; fpUkpNahL JUGz;Z - Kl;l 
  Kjpuf; fug;gDk;Ngh nkha;FoNy ehSQ; 
  rJuf;fs; spg;ghw;Fj; jhd; 
 ,J ngUNeha;> fhzhf;fb> #iy> Fd;kk;> Gz;> fug;ghd; 
,itfisg; Nghf;Fk;. 
 
 xt;nthU nghUSk; rpy rpwg;G nray;fisg; ngw;wjha; 
,Uj;jyhy; ,d;d Neha;f;F ,d;d nghUl;fisg; gad;gLj;jpd; 
ed;ik Vw;gLk; vd;gij rpj;jh;fs; Muha;e;jwpe;jhh;fs;.  mq;qdNk 
fLf;fha;> rptij> Neh;thsk;> fs;spg;ghy; vDk; nghUs;fs; cly; 
td;ikf;F Vw;wthW gad;gLj;jg;gl;lhy; mit Ngjpia cz;lhf;Fk; 
vd;gij mDgtj;jpYk; fz;lwpe;jhHfs;. 
rpj;j kUj;Jthq;q RUf;fk;; - g.vz; 26 
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                           PREPARATION OF THE TRIAL DRUG 
THAGARAI  LEBAM (EXTERNAL) 
Fl;lj;jpw;Fj; jfiu Nygk; : 
 jfiutpiu nfhbNtyp Nth;fpUkp 
  rj;JUkQ; rs;ntl; ghiy 
 tifg;gl;il naUf;fk;Nth; nrq;fOePh; 
  Nfhl;lku kQ;rs; ney;yp 
 epfo;gUg;Gf; nfhd;iwAWq; nfhOe;Jfhh; 
  Nghfhprp Neh; nfhz; lhtpd; 
 GfYWeP hpdpyiuj;J Nkw;g+rf; 
  Fl;lnky;yhk; NghFe; jhNd 
       - ruNge;jpuh; itj;jpa Kiw 
Njitahd ruf;Ffs; : 
 jfiu tpij   nfhbNtyp Nth; 
 tha;tplq;fk;   kQ;rs; 
 ntl;ghiyg;gl;il  vUf;fk; Nth; 
 nrq;fOePh; fpoq;F  ; Nfhl;lk; 
 kukQ;rs;   ney;ypg;gUg;G 
 nfhd;iwf; nfhOe;J fhh;Nghfhprp 
 ,itfisg; nghbj;J gR %j;jpuj;jpy; fye;J g+rTk;. Fl;lq;fs; 
vy;yhk; jPUk;. 
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                        PROPERTIES OF THE DRUGS 
fhh;Nghfhprp : Psoralea corylifolia 
 g.c : tpij 
 Rit - jd;ik - gpupT 
 
  ifg;G - ntg;gk; - fhh;g;G 
 Fzk; : 
  fhh;Nghf khkhprp fz;lhw; fug;ghd;Gz; 
  gPh;rFt eQ;rpitNghk; gpj;jKz;lhk; - ghh;kPjpy; 
  thj fgeikr;ry; td;nrhwprp uq;FkWQ;  
  rPj kyh;f;Foyha; nrg;G 
,J Fl;lj;ij tpyf;Fk;. 
In modern medicine & dermatology photo toxic reactions, melanosyte 
proliferantion promoting anti inflammatiory activity & trigger reduction (eg 
stress, environmental factors are thought to be involved in vitiligo 
management.  
kQ;rs; : Curcuma longa 
 g.c. : fpoq;F 
 Rit - jd;ik - gpupT: 
                   fhh;g;G> ifg;G- ntg;gk;- fhh;g;G 
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 Fzk; : 
  nghd;dpwkhk; Nkdp Gyhdhw;w Kk;NghFk; 
          kd;D GUl trpakhk; - gpd;dpnaOk;    
;          the;jp gpj;j Njhlikak; thjk; Nghe; jPgdkhq; 
          $h;j;jkQ;r spd; fpoq; Ff;F 
 clypy; g+rpf; Fspf;f clYf;Fg; nghd;dpwk; jUk;. 
 
CHEMICAL CONSTITUENTS: 
Curcumin 
blood purifier 
anti oxidant 
anti inflammatory 
kukQ;rs; - Coscinium fenestratum 
 g.c : rf;if 
 Rit - jd;ik - gpupT 
                  ifg;G- ntg;gk; - fhh;g;G 
 Fzk; : 
  FUjp fl;ba tPf;fk;> Njhw;rpijTfspd; kPJ g+r mitfs; 
ePq;Fk;. 
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jfiu tpij : 
 g.c : tpij 
 Rit - jd;ik - gpupT 
                  ifg;G> cth;g;G- ntg;gk; - fhh;g;G 
 
 nra;if :  
  El;GOf;nfhy;yp 
 Fzk; : 
  tz;LfbAlNd td;fLt Dk;gythk; 
  gz;L eikg;GilAk; gz;bjh;fs; - fz;Liuf;fhg; 
  gpj;j mdYk; ngUj;j fiutpijf; 
  fpj;jiuAs; epy;yh jpir. 
 tz;Lf;fb> fLtd;> ehl;lg;gl;l eikg;Gil> mdy; ,itfis 
ePf;Fk;. 
Cassia occidentals  
meehanism of action 
melanoblast differentiation migration 
tha;tplq;fk; - Embelia ribes 
 g.c. tpij 
 Rit - jd;ik - gpupT 
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                   ifg;G- ntg;gk; - fhh;g;G 
 Fzk; : 
  ghz;L Fl;lk; Fd;kk; gUe;J}y Neha; thje; 
  jPz;L jphptplQ; rpue;Jz;lk; - g+z;lkb 
  Neha;tpsq;ff; fhl;lhj Ez;fpUkp ahrdg;Gz; 
  tha;tpsq;ff; fhl;l tpUkhh;. 
 ,jdhy; ghz;L Fl;lk;> Gil jPUk; 
anti cancer activity  
ntl;ghiy Wrightia tinctoria 
 g.c : gl;il 
 Rit - jd;ik - gpupT 
                    Jth;g;G> ,dpg;G> rpW ifg;G- ntg;gk;- fhh;g;G 
 nra;if 
  Jth;g;gp - Astringernt 
 Fzk;:  
  mf;fpdpia itj;jpUf;F khh;e;jth jk;Nghf;Fe; 
  jpf;Fbhp Njhlj;ijj; jPh;j;JtpLk; - nrhf;ftpL 
  fl;ghiyf; $w;iwitj;j fhz klkapNy 
  ntl;ghiy ed;kUe;jhk; tps;. 
 ,jdhy; tspNeha;fSk;> Kg;gpzpg; ngUf;fKk; jPUk;. 
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anti cancer activity 
nrq;fOePh; fpoq;F „ Nymphaea alba 
 g.c : fpoq;F 
 Rit - jd;ik - gpupT 
                   ,dpg;G- jl;gk;- ,dpg;G 
 Fzk; : 
  clw;Ff; Fsph;rpajh Ks;Soiy khw;Wk; 
  mlw;fgt Nuhrfj;ij ahw;Wq; flw;Fs; 
mNuhrfk; jPUk;. 
nfhd;iw - Cassia fistula 
 g.c : nfhOe;J 
 Rit - jd;ik - gpupT 
                   Jth;g;G> rpW ifg;G- ntg;gk;- fhh;g;G 
 Fzk; : 
  kyj;ij fopf;Fk;. glh;jhkiuiag; Nghf;Fk; 
CHEMICAL CONSTITUENTS: 
 free rhein and its glycosides sennosides A & B 
nfhbNtyp - Plumbago zeylanica 
 g.c : Nth; 
 Rit - jd;ik - gpupT 
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  fhh;g;G> tpWtpWg;G- ntg;gk; - fhh;g;G 
 Fzk; : 
  fl;btpu zq;fpue;jp fhy;fs; miuahg;Gf; 
  fl;br;# iytPf;fq; fho;%yk; - Kl;buj;jf; 
  fl;L eP Nuw;wq; fdj;j ngUtapWk; 
  ml;Lq; nfhbNtyp ahk; 
 ,jdhy; fl;b> Gz;> foiy> fpue;jp jPUk;. 
CHEMICAL CONSTITUENTS: 
Plumbagin 
 
 
Nfhl;lk; - Costus speciosus 
 g.c. Nth; 
 Rit - jd;ik - gpupT 
  ifg;G> tpWtpWg;G- ntg;gk;- fhh;g;G 
 Fzk; : 
  ,jdhy; Gz;> eQ;Rfb> Kfg;gU> tq;F Kjypa Njhy; 
Neha;fs; ePq;Fk;. 
vUf;F - Calotropis gigantea 
 g.c. Nth; 
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 Rit - jd;ik - gpupT 
  ifg;G> fhh;g;G> ,dpg;G - ntg;gk; - fhh;g;G 
 Fzk; : 
  fyptplq; Fl;lika NkW fpUkp 
  typ #iy thAtpl ke;jk; - kyge;jk; 
 ,jdhy; ehl;gl;l fPy;thA> Fl;lk; Nkfg;Gz;> Nkfg;Gil jPUk;. 
ney;yp - Emblica officinalis 
 g.c : gUg;G 
 Rit - jd;ik - gpupT 
                  Gspg;G> Jth;g;G> ,dpg;G- jl;gk; - ,dpg;G 
 ,jdhy; IaNeha;> gpj;j Neha;fs; jPUk;.    
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                                      ANNEXURE-II 
  
                  BIO-CHEMICAL ANALYSIS OF THIRIBALA NEI 
 
PREPARATION OF THE EXTRACT: 
5 gms of the drug was weighed accurately and placed in a 250 ml clean 
beaker. Then 50 ml of distilled water is added and dissolved well. Then it is 
boiled well for about 10 minutes. It is cooled and filtered in a 100ml 
volumetric flask and then it is made up to 100ml with distilled water. This 
fluid is taken for analysis. 
QUALITATIVE ANALYSIS: 
 
S. 
NO 
EXPERIMENT OBSERVATION INFERENCE 
1.  TESTFOR CALCIUM 
2ml of the above prepared extract is 
taken in a clean test tube.  To this 
2ml of 4 % Ammonium oxalate 
solution is added. 
A white 
precipitate is 
formed 
Indicates the 
presence of 
Calcium 
2.  TEST FOR SULPHATE: 
2ml of the extract is added to 5% 
barium chloride solution. 
No white 
precipitate is 
formed 
Absence of 
Sulphate 
3.  TESTFOR CHLORIDE 
The extract is treated with silver 
nitrate solution 
No white 
precipitate is 
formed 
Absence of 
Chloride 
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4.  TEST FOR CARBONATE 
The substance is treated with 
concentrated Hcl 
No brisk 
effervescence is 
formed 
Absence of 
Carbonate 
5.  TEST FOR STARCH 
The extract is added with weak 
iodine solution. 
 Blue color is 
formed 
Indicates the 
presence of 
Starch. 
6.  TEST FOR IRON FERRIC 
The extract is acidified with Glacial 
acetic acid and potassium ferro 
cyanide. 
No blue color is 
formed 
Absence of 
Ferric Iron 
7.  TEST OF IRON FERROUS 
The extract is treated with 
concentrated nitric acid and 
ammonium thiocyanate solution. 
No blood red 
color is formed 
Absence of 
ferrous iron. 
8.  TESTFOR PHOSPHATE 
The extract is treated with 
ammonium Molybdate and 
concentrated nitric acid. 
 yellow precipitate 
is formed 
 Indicates the 
presence of 
phosphate. 
9.  TEST FOR ALBUMIN 
The extract is treated with Esbach‟s 
reagent. 
No yellow 
precipitate is 
formed. 
Absence of 
Albumin 
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10. TEST FOR TANNIC 
ACID 
The extract is treated with 
ferric chloride. 
No blue black 
precipitate is 
formed. 
Absence of 
Tannic acid 
11. TESTFOR 
UNSATURATION 
Potassium permanganate 
solution is added to the 
extract 
It  gets 
decolorized 
Indicates the 
presence of 
unsaturated 
compound. 
12. TEST FOR THE 
REDUCING SUGAR 
5ml of Benedict‟s 
qualitative solution is taken 
in a test tube and allowed to 
boil for 2 mts and 8-10 
drops of the extract is added 
and again boiled for 2 mts. 
No color change 
occurs. 
Absence of 
Reducing 
Sugar. 
13. TEST FOR AMINO 
ACID 
One or two drops of the 
extract is placed on a filter 
paper and dried well.  After 
drying, 1% Ninhydrin is 
sprayed over the same and 
dried well. 
No Violet color is 
formed 
Absence of 
Amino acid 
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14. TEST FOR ZINC: 
The extract is treated with 
potassium Ferro cyanide 
No white 
precipitate is 
formed 
Absence of 
Zinc. 
15. Test for Mercury: The 
extract is treated with 
ammonia and boil (till 
ammonia cases of) and then 
potassium Iodide (1% 
solution) is added 
No scarlet 
precipitate is 
formed 
Absence of 
Mercury 
 
INFERENCE: 
                      The given sample of Thiribala Nei contains calcium, 
phosphate, starch and unsaturated compound.  
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           BIO-CHEMICAL ANALYSIS OF THAGARAI LEBAM 
 
PREPARATION OF THE EXTRACT: 
                       5 gms of the drug was weighed accurately and placed in a 250 
ml clean beaker. Then 50 ml of distilled water is added and dissolved well. 
Then it is boiled well for about 10 minutes. It is cooled and filtered in a 
100ml volumetric flask and then it is made up to 100ml with distilled water. 
This fluid is taken for analysis. 
 
S. 
NO 
EXPERIMENT OBSERVATION INFERENCE 
1.  TESTFOR CALCIUM 
2ml of the above prepared extract is 
taken in a clean test tube.  To this 
2ml of 4 % Ammonium oxalate 
solution is added. 
No white 
precipitate is 
formed 
Indicates the 
absence of 
Calcium 
2.  TEST FOR SULPHATE: 
2ml of the extract is added to 5% 
barium chloride solution. 
No  white 
precipitate is 
formed 
Absence of 
Sulphate 
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3.  TESTFOR CHLORIDE 
The extract is treated with silver 
nitrate solution 
A white 
precipitate is 
formed 
Indicates the 
presence of 
Chloride 
4.  TEST FOR CARBONATE 
The substance is treated with 
concentrated Hcl 
No Brisk 
effervescence is 
formed 
Absence of 
Carbonate 
5.  TEST FOR STARCH 
The extract is added with weak 
iodine solution. 
 Blue color is 
formed 
Indicates the 
presence of 
Starch. 
6.  TEST FOR IRON FERRIC 
The extract is acidified with Glacial 
acetic acid and potassium ferro 
cyanide. 
No blue color is 
formed 
Absence of 
Ferric Iron 
7.  TEST OF IRON FERROUS 
The extract is treated with 
concentrated nitric acid and 
ammonium thiocyanate solution. 
Blood red color is 
formed 
Indicates the 
presence of 
Ferrous Iron. 
8.  TESTFOR PHOSPHATE 
The extract is treated with 
ammonium molybdate and 
concentrated nitric acid. 
No yellow 
precipitate is 
formed 
Absence of 
Phosphate. 
9.  TEST FOR ALBUMIN 
The extract is treated with Esbach‟s 
reagent. 
No yellow 
precipitate is 
formed. 
Absence of 
Albumin 
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10. TEST FOR TANNIC 
ACID 
The extract is treated with 
ferric chloride. 
No blue black 
precipitate is 
formed. 
Absence of 
Tannic acid 
11. TESTFOR 
UNSATURATION 
Potassium permanganate 
solution is added to the 
extract 
It  gets 
decolorized 
Indicates the 
presence of 
unsaturated 
compound. 
12. TEST FOR THE 
REDUCING SUGAR 
5ml of Benedict‟s 
qualitative solution is taken 
in a test tube and allowed to 
boil for 2 mts and 8-10 
drops of the extract is added 
and again boiled for 2 mts. 
 Color change 
occurs. 
Indicates the 
presence of 
Reducing 
Sugar. 
13. TEST FOR AMINO 
ACID 
One or two drops of the 
extract is placed on a filter 
paper and dried well.  After 
drying, 1% Ninhydrin is 
No Violet color is 
formed 
Absence of 
Amino acid 
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sprayed over the same and 
dried well. 
 
 
14. TEST FOR ZINC: 
The extract is treated with 
potassium ferro cyanide 
No white 
precipitate is 
formed 
Absence of 
Zinc. 
15. Test for Mercury: The 
extract is treated with 
ammonia and boil (till 
ammonia cases of) and then 
potassium Iodide (1% 
solution) is added 
No scarlet 
precipitate is 
formed 
Absence of 
Mercury 
 
 
INFERENCE:                  
                      The given sample of Thagarai Lebam contains chloride, 
reduced sugar, unsaturated compound, ferrous iron and starch. 
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                                           ANNEXURE – III 
 
                       PHARMACOLOGICAL ANALYSIS 
ACUTE ANTI-INFLAMMATORY ACTION OF THIRIBALA NEI 
(INTERNAL) 
AIM: 
          To study the acute anti-inflammatory effect of THIRIBALA NEI 
(internally) by Hind-paw method in albino rats. 
PROCEDURE: 
 The acute anti-inflammatory activity of THIRIBALA NEI was 
studied in healthy albino rats weighing 100-150gm. nine rats were collected 
and divided into three groups each containing three rats.  
 First group was kept controlled by giving distilled waster of 
2ml/100gm of body weight. The second group was given Ibuprofen as dose 
of 20mg/100gm of body weight. The third group received the trial medicine 
THIRIBALA NEI of 0.2ml/100gm of body weight. 
 Before administration of trial medicine, the hind paw volumes of all 
rats were measured. This was done by dipping the hind paw up to tibiotarsal 
junction, into mercury plethysmography. While dipping the hind paw, by 
pulling the syringe piston, the level of mercury in the centre small tube was 
made to coincide with red marking and reading was noted from the 
plethysmograph. 
 Soon after measurement, the medicines were administered orally. 
Once hour later, a subcutaneous injection of 0.1ml of 1% (W/V) carrageen 
in water was made into plantar surface of both hind paw of each rat. 
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 Three hours after carrageenan injection, hind paw volume was 
measured once again. The difference between the initial and final volume 
was calculated and compared. 
 This method is more suitable for study the anti-inflammatory activity 
in acute inflammation.  
 
The values are given in the table. 
 
EFFECT OF THIRIBALA NEI: 
 
Group 
Dose/100mg 
Body weight 
Initial 
reading 
In secs 
Final 
reading 
Mean 
difference 
% of 
inflame 
mation 
% of 
inhibition 
Control 
water 
 
2 ml 
 
0.55 
 
1.4 
 
0.85 
 
100 
 
- 
Standard 
Ibuprofen 
 
20 mg 
 
0.55 
 
0.75 
 
0.20 
 
23.5 
 
76.5 
Thiribala 
nei 
0.2ml 
 
 
0.5 
 
0.8 
 
0.3 
 
35.2 
 
64.8 
 
RESULT 
 From the above experiment it was concluded that the THIRIBALA 
NEI has significant acute anti-inflammatory action.                  
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 ACUTE ANTI-INFLAMMATORY ACTION OF THAGARAI     
LEBAM ( EXTERNAL) 
AIM: 
          To study the acute anti-inflammatory effect of THAGARAI LEBAM 
(External) by using Hind-paw method in albino rats. 
PROCEDURE: 
 The acute anti-inflammatory activity of THAGARAI LEBAM was 
studied in healthy albino rats weighing 100-150gm. nine rats were collected 
and divided into three groups each containing three rats.  
 First group was kept controlled by giving distilled waster of 
2ml/100gm of body weight. The second group was given Ibuprofen as dose 
of 20mg/100gm of body weight. The third group received the trial medicine 
THAGARAI LEBAM externally. Before application  of trial medicine, 
the hind paw volume of all rats were measured. This was done by dipping 
the hind paw up to tibiotarsal junction, into mercury plethysmography. 
While dipping the hind paw, by pulling the syringe piston, the level of 
mercury in the centre small tube was made to coincide with red marking and 
reading was noted from the plethysmograph. 
 Soon after the measurement, the trial medicine was applied externally 
at regular intervals (15 minutes). Once hour later, a subcutaneous injection 
of 0.1ml of 1% (W/V) carrageenan in water was made into plantar surface 
of both hind paw of each rat. 
 Three hours after carrageen injection, hind paw volume was measured 
once again. The difference between the initial and final volume was 
calculated and compared. 
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 This method is more suitable for the study of acute anti-inflammatory 
activity in acute inflammation. The values are given in the table. 
EFFECT OF THAGARAI LEBAM 
Group 
Dose/100mg 
Body 
weight 
Initial 
reading 
In secs 
Final 
readings 
Mean 
difference 
% of 
inflame 
mation 
% of 
inhibition 
Control 
water 
 
2 ml 
 
0.55 
 
1.4 
 
0.85 
 
100 
 
- 
Standard 
Ibuprofen 
 
20 mg 
 
0.55 
 
0.75 
 
0.20 
 
23.5 
 
76.5 
Thagarai 
lebam 
 
 
 
0.5 
 
0.85 
 
0.35 
 
41.17 
 
58.8 
 
RESULT 
 From the above experiment it was concluded that the THAGARAI 
LEBAM has significant acute anti-inflammatory action.                                                               
 
 
 
 
            
 
 
 
 
137 
 
 
           ANTI-HISTAMINE EFFECT OF THIRIBALA NEI  
                      ON ISOLATED ILEUM OF GUINEA PIG 
 
Method:  
             A guinea pig weighing about 450 gms was starved for 48 hrs and 
only water was allowed. It was killed by stunning with a sharp blow on the 
head and cutting its throat to bleed it, to death. The abdomen was quickly 
opened and the viscera inspected and the loops of intestine identified using 
the batch as a land mark. Then the ileum was removed and placed in a 
shallow dish containing warm “Tyrode solution” mixed with Atropine with 
the help of 25 ml pipette, the lumen was gently rinsed out with saline. It was 
cut in to segments of required length generally 4 cm,in a full relaxed state 
and the sutures were made with needle and tied at either ends, the segmented 
is suspended in an isolated organ bath. It was aerated by oxygen tube and 
immersed in Tyrode solution at 37C.Drugs were given to study the 
inhibitory effect of histamine induced contractions. 
Inference: 
                  The drug has significant anti-histamine action.   
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ANNEXURE – IV 
ASSESSMENT FORMS 
 
FORM I - SCREENING FORM 
FORM II - CONSENT FORM 
FORM III - CASE  PROFORMA 
FORM IV - LABORATORY INVESTIGATIONS 
FORM V - CLINICAL ASSESSMENT 
FORM VI -  PATIENT WITHDRAWAL FORM 
FORM 
VII 
- DRUG COMPLIANCE FORM 
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GOVERNMENT SIDDHA MEDICAL COLLEGE & HOSPITAL 
PALAYAMKOTTAI. 
POST- GRADUATE DEPARTMENT OF SIRAPPU MARUTHUVAM 
AN OPEN CLINICAL TRIAL OF THIRIBALA NEI 
(INTERNAL)&THAGARAI LEBAM (EXTERNAL) FOR VENPULLI 
NOI(VITILIGO) 
FORM I –SCREENING FORM 
 
 1. OP/ IP No:                                                  2. BED No:                    
 3. Sl. No:            4.   NAME:  
5. AGE:                                         6. GENDER:  
 7.   OCCUPATION:                                       8. SOCIAL STATUS 
9.  DATE OF ADMISSION:                          10. DATE OF DISCHARGE: 
11. POSTAL ADDRESS: 
 
INCLUSION CRITERIA 
 Age:  between 15 - 60 years.  
 Sex: Both male and female. 
 Stable or slowly progressive vitiligo over a 3 month periods. 
 Patient willing to sign the informed consent stating that he/she will 
consciously stick to the treatment during 48days but can opt out of the 
trial of his/her own conscious discretion. 
 Willing to give blood and urine sample for lab investigations whenever 
required. 
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 Willing for photograph before and after treatment. 
 
EXCLUSION CRITERIA:  
 Hypertension 
 Albinism 
 Leprosy 
 STD 
 Burns 
 Pregnancy and Lactation 
 Cardiac diseases 
 Patients with any other serious illness. 
WITHDRAWAL CRITERIA 
 Intolerance to the drug and development of adverse reactions during drug 
trial. 
 Poor patient compliance & defaulters. 
 Patient turned unwilling to continue in the course of clinical trial. 
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GOVERNMENT SIDDHA MEDICAL COLLEGE AND  HOSPITAL 
PALAYAMKOTTAI. 
POST- GRADUATE DEPARTMENT OF SIRAPPU MARUTHUVAM 
AN OPEN CLINICAL TRIAL OF THIRIBALA NEI 
(INTERNAL)&THAGARAI LEBAM (EXTERNAL) FOR VENPULLI 
NOI(VITILIGO) 
 
 Form: II CONSENT FORM 
CERTIFICATE BY INVESTIGATOR 
 I certify that I have disclosed all the details about the study in the terms 
readily understood by the patient. 
Signature………………….          Date……                                                                                                                                                                                                                
Name…………………… 
 
CONSENT BY PATIENT 
 
I have been informed to my satisfaction, by the attending physician, 
the purpose of the clinical trial, and the nature of drug treatment and follow-
up including the laboratory investigations to be performed to monitor and 
safeguard my body functions.  
I am aware of my right to opt out of the trial at any time during the 
course of the trial without having to give the reasons for doing so. 
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I, exercising my free power of choice, hereby give my consent to be 
included as a subject in the clinical trial of THIRIBALA NEI (INTERNAL) 
&THAGARAI LEBAM (EXTERNAL) for the treatment of VENPULLI 
NOI (VITILIGO) 
 
 
Signature………………….          
Date……………….                                                                                                                                                                                                                
Name………………… 
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murpdH 
rpj;j kUj;Jtf; fy;Y}hp kw;Wk; kUj;Jtkid>ghisaq;Nfhl;il 
gl;lNkw;gbg;G rpwg;GkUj;Jtj;Jiw 
jphpgyh nea; kw;Wk; jfiu Nygk; ,tw;wpd; gupfupg;Gj;jpwidf; 
fz;lwpAk; kUj;Jt Ma;T 
Xg;Gjy; gbtk; 
 
 
Ma;thsuhy; rhd;wspf;fg;gl;lJ 
 
 ehd; ,e;j Ma;itf; Fwpj;j midj;J tpguq;fisAk; 
Nehahspf;F GupAk; tifapy; vLj;Jiuj;Njd; vd cWjpaspf;fpNwd;. 
 
Njjp:                                 ifnahg;gk;: 
,lk;:                                   ngau;: 
 
Nehahspapd; xg;Gjy; 
                   
 vd;dplk; ,e;j kUj;Jt Ma;tpd; fhuzj;ijAk; kUe;jpd; 
jd;ik kw;Wk; kUj;Jt topKiwiag; gw;wpAk; njhlu;e;J vdJ cly; 
,af;fj;ij fz;fhzp;f;fTk>; mjidg; ghJfhf;fTk; gad;gLk; 
kUj;Jt Ma;Tf;$l gupNrhjidfs; gw;wpAk; jpUg;jp mspf;Fk; 
tifapy; Ma;T kUj;Jtuhy; tpsf;fpf; $wg;gl;lJ. 
 
ehd; ,e;j kUj;Jt Ma;tpd; NghJ fhuzk; vJTk; $whky; 
vg;nghOJ Ntz;LkhdhYk; ,e;j Ma;tpypUe;J vd;id tpLtpj;Jf; 
nfhs;Sk; cupikia njupe;jpUf;fpd;Nwd;. 
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 ehd; vd;Dila Rje;jpukhfj; Nju;T nra;Ak; cupikiaf; 
nfhz;L 
ntz;Gs;sp Neha; vd;Dk; Neha;f;fhd jphpgyh nea; kw;Wk; jfiu 
Nygk; Mfpatw;wpd;  gupfupg;Gj; jpwidf; fz;lwpAk; kUj;Jt 
Ma;tpw;F vd;id cl;gLj;j xg;Gjy; mspf;fpNwd;. 
 
Njjp:                                     ifnahg;gk;: 
,lk;:                                  ngau;: 
Njjp:                          rhl;rpf;fhuh; ifnahg;gk;: 
,lk;:                                        ngau; 
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GOVERNMENT SIDDHA MEDICAL COLLEGE AND HOSPITAL  
                                         PALAYAMKOTTAI 
POST- GRADUATE DEPARTMENT OF SIRAPPU MARUTHUVAM 
AN OPEN CLINICAL TRIAL OF  THIRIBALA NEI 
(INTERNAL)&THAGARAI LEBAM (EXTERNAL) FOR VENPULLI 
NOI(VITILIGO) 
                                            FORM III – CASE PROFORMA 
1. OP/ IP No:                                           2. BED No:                            3. Sl. No:  
 4.   NAME:                                              5. AGE:                                  6. GENDER:  
 7.   OCCUPATION:                                    8. SOCIAL STATUS 
9.  DATE OF ADMISSION:                        10. DATE OF DISCHARGE: 
11. POSTAL ADDRESS: 
---------------------------------------------------------------------------------------- 
12. COMPLAINTS & DURATION 
 
13. HISTORY OF PRESENT ILLNESS:  
14. PAST HISTORY:  
15. FAMILY HISTORY: 
16. MENSTRUAL HISTORY (If applicable):  
17. HABITS:                                  Yes               No                                                                                                                                                                                             
1. Smoker     
2. Alcoholic 
3. Betel nut chewer 
4. Non-Veg /Vegetarian      
5. Drug addiction                                 
Lecturer                         HOD 
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18. GENERAL EXAMINATION: 
1. Body weight [Kg]         :                      
2. Height [cm]                        :                      
3. Body Temperature [oF]       :   
4. Blood Pressure (mmHg) :      
5. Pulse Rate /min.  : 
6. Heart Rate /min.   : 
7. Respiratory Rate /min.  :   
                                                        Yes            No   
8. Pallor : 
9. Jaundice :   
10. Clubbing : 
11. Cyanosis : 
12. Pedal Edema : 
13. Lymph adenopathy    :                                        
14. Jugular venous pulsation:  
 
19. CLINICAL EXAMINATION: 
Anatomical location  
No of lesion  
Size 
Shape 
Site 
Border 
Color 
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Itching 
Erythema 
Sensation 
Depigmentation of hair 
Depigmentation of mucocutaneous junction 
 EXAMINATION OF OTHER SYSTEMS: 
   Normal       Abnormal 
1.  CVS  
2.  RS    
3.  CNS 
4. ABDOMEN   
            5.  GENITO-URINARY                                 
         
SIDDHA ASPECTS 
1. NILAM: 
       1. Kurinji            2. Mullai          3. Marutham       4. Neithal           5. 
Paalai 
 
2 . KAALAM: 
         1. Kaar Kaalam    2. Koothir Kaalam          3. Munpani Kaalam     
         4. Pinpani Kaalam          5. Ilavenir Kaalam 6. Muduvenir Kaalam 
 
3. YAAKKAI: 
 1. Vatham          2. Pitham      3. Kabam     
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4. Vathapitham        5. Pithavatham    6. Kabavatham       
7. Vathakabam        8. Pithakabam              9. Kabapitham    
4. GUNAM: 
 1. Sathuvam  2. Rasatham             3. Thamasam 
5. IYMPORIGAL:     Normal   Affected   
1.  Mei                                   ..………………………………….. 
2. Vaai                                    ……………………………………... 
3.  Kan                                   ……………………………………… 
4. Mookku                             ……………………………………… 
5.  Sevi                                   …………………………………………… 
6. KANMENDHIRIUM / KANMAVIDAYAM: 
   Normal      Affected    
1. Kai                                                    ………………………………... 
2.Kaal                                                    . .……………………………... 
3. Vaai                                                   ……………………………….. 
4. Eruvaai                                     ……………………………..  
5. Karuvaai                                  ………………………….. 
7. UYIR THATHUKKAL: 
I. VATHAM:     Normal    Affected 
1. Piraanan                                      
………………………………………… 
2.  Abaanan                                    
………………………………………….    
3. Viyaanan                                 
………………………………………….   
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4.  Uthaanan                                    
……………………………………    
5. Samaanan                                    
……………………………………                             
6. Naagan                                      ……………………………………….  
  
7. Koorman                                  
…………………………………………...  
8. Kirukaran                                   
…………………………………………...         
9. Devathathan                               …………………………………………
     
10. Dhananjeyan                            …………………………………………  
II. PITHAM :             Normal    Affected 
1. Analam                                     
……………………………………….         
2. Ranjagam                                 
………………………………………….   
3. Saathagam                                  
………………………………………..     
4. Aalosagam                                 
……………………………………….           
5. Prasagam                                   
…………………………………….. 
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III. KABAM:     Normal    Affected 
1. Avalambagam                                    
……………………………………… 
2. Kilethagam                                          
……………………………………… 
3. Pothagam                                             
……………………………………… 
4. Tharpagam                                           
………………………….…………... 
5. Santhigam                                             
……………………………………… 
8. UDAL THATHUKKAL: Normal   Affected 
1.  Saaram                                                     
……………………………… 
2. Senneer                                               
……………………………… 
3.  Oon                                                                 
……………………………. 
4.  Kozhuppu                                                       
……………………………. 
5. Enbu                                                                
……………………………. 
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6. Moolai                                                             
…………………………… 
7. Sukkilam/Suronitham                                   ……………………………. 
9. ENVAGAI THERVUGAL: 
 1 . Naadi    ……………………………………………………. 
                              Normal    Affected 
2. Sparisam                                           ………………………….. 
3. Naa                                                       …………………………… 
4. Niram                                            …………………………….. 
5. Mozhi                                                      …………………………….. 
6. Vizhi                                                        …………………………….. 
7. Malam 
      a. Niram                                  …………………………….. 
      b. Nurai                                   …………………………….. 
      c. Kirumi                    .…………………………….. 
      d. Thanmai:   i.Irugal                 ii.Ilagal                           
 
  8. Moothiram: 
I. NEERKKURI   Normal    Affected 
     a. Niram                             …………………………….. 
     b . Manam                                    …………………………….. 
     c. Edai                       …………………………….. 
     d. Nurai                    …………………………….. 
     e. Enjal                                             …………………………….. 
II. NEIKKURI: ………………………………………. 
    Vatha Neer           PithaNeer        Kaba Neer 
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                                             PALAYAMKOTTAI 
POST- GRADUATE DEPARTMENT OF SIRAPPU MARUTHUVAM 
AN OPEN CLINICAL TRIAL OF THIRIBALA NEI 
(INTERNAL)&THAGARAI LEBAM (EXTERNAL) FOR VENPULLI 
NOI(VITILIGO) 
                              Form IV - LABORATORY INVESTIGATIONS 
1. OP/ IP No:                                                 2. BED No:                           3. Sl. No:  
 4.   NAME:                                                      5. AGE:                                 6. 
GENDER:  
 7.   OCCUPATION:                                        8. SOCIAL STATUS 
9.  DATE OF ENROLMENT:                        10. DATE OF DISCHARGE: 
11. POSTAL ADDRESS: 
 
Date: 
I. BLOOD: 
1. TC :    (Cells/Cu mm)          
2. DC (%):   N                L                        M            E                      
3. ESR (mm) :    ½ hr                           1 hr 
4. Hb:  
5. Total RBC:                
6. Blood Sugar:   a) Fasting                       b) Post prandial                         
7. Kidney function tests: 
              Blood urea:   Serum creatinine: 
 
 
Lecturer                         HOD 
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8. Lipid profile: 
              HDL:    LDL:              VLDL: 
  
              Total Cholesterol :  TGL: 
9. Liver Function tests: 
              SGOT:   SGPT:   Alk. Phosphatase: 
               Albumin:   Globulin:  Total Protein: 
               Serum Bilirubin:         Total  Direct Indirect : 
      II. URINE: 
1. Albumin :                                                    
2. Sugar :                                                           
3. Epithelial cells   :                 
4. Pus cells             :                 
5. Red blood cells  :                 
6. Casts/Crystals    : 
III. MOTION:    
1. Ova    : 
2. Cyst    : 
SPECIFIC INVESTIGATIONS: 
 Wood lamp examination 
 Skin biopsy 
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GOVERNMENT SIDDHA MEDICAL COLLEGE AND HOSPITAL  
                                           PALAYAMKOTTAI 
POST- GRADUATE DEPARTMENT OF SIRAPPU 
MARUTHUVAMAM 
AN OPEN CLINICAL TRIAL OF THIRIBALA NEI 
(INTERNAL)&THAGARAI LEBAM (EXTERNAL) FOR VENPULLI 
NOI(VITILIGO) 
FORM - VI PATIENT WITHDRAWAL FORM 
1.  OP / IP No       …………    2. S.No. ………………     3.Date: 
…………… 
4.  Name    ………………….. 5. Age ……………           6. Gender ………… 
7.  Postal address: 
--------------------------------------------------------------------------------------------
-------- 
Complaints and Duration: 
 
 
Irregular treatment: 
 
 
Other causes: 
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GOVERNMENT SIDDHA MEDICAL COLLEGE AND HOSPITAL 
PALAYAMKOTTAI. 
POST- GRADUATE DEPARTMENT OF SIRAPPU MARUTHUVAM 
AN OPEN CLINICAL TRIAL OF THIRIBALA NEI 
(INTERNAL)&THAGARAI LEBAM (EXTERNAL) FOR VENPULLI 
NOI(VITILIGO) 
FORM VII - DRUG COMPLIANCE FORM 
Name of the Drug: THIRIBALA NEI(Internal)&THAGARAI     
LEBAM(External)  
Drugs issued: ……………(mgs/Grams) 
Drugs returned:  ……………(mgs/Grams) 
 
Date:          
Station: 
Signature of the Investigator: 
Signature of the Lecturer:                                        Signature of the HOD 
 
S.NO DATE 
DRUG TAKEN TIME 
MORNING/TI
ME 
AFTERNOON/TI
ME 
NIGHT/TI
ME 
Day 1     
Day 2     
Day 3     
Day 4     
..     
..     
Up to day 
48 
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